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0.6  cc.  contains 
75  mg.  ( about 
1 gram)  ferrous 
sulfate.  Avail' 
•able  in  15  and 
50  cc  bottles 
with  calibrated 
droppei. 


FOR  "PERHAPS  THE  .MOST  COMMON  DEFICIENCY" 


Iron  deficiency  anemia,  “probably  the 
commonest  nutritional  deficiency  dis' 
ease,”^  occurs  frequently  in  infants  and 
children,  particularly  during  peiiods  of 
rapid  gro\.'tii.“'^ 

A specific  response  is  obtained  in 
these  cases  with  the  use  of  Ferdn'Sol,® 
a concentrated  solution  of  ferrous  sulfate 
for  convenient  drop  dosage.  Ferdii'Sol 
IS  well  tolerated,  blends  perfectly 
with  fruit  juices,  and  leaves  minimum 
after  taste. 


( 1 ) Youmans,  J.  B.,  in  Handbook  of  Nutrition, 
Chicago.  Araerican  Medical  Association,  1951. 
p.  577;  (2}  Hansen,  A.  E.,  in  Muchcll'Ncison 
Textbook  of  Pediatrics,  cd.  5,  Philadelphia. 
W.  B. ’Saunders' Co.,  1950,  p.  106,  (3)  Heck, 
F.J.;PA.M.A.  148:  783,  1952. 


Fer^ln-Sol 


M£AD  JOHNSON  & COMPANY 
Evansville  21,  Ind.,  U.  S.  A. 


i\  O.  Box  3081  — San  Juan,  V.  R. 


AMPLIO  CONTENIDO  DE  PROTEINA  • REDUCIDO  NIVEL  DE 
GRASA  • FACIL  DIGESTIBILIDAD  • MODERADO  CONTENIDO 
DE  CARBOHIDRATO  • FLEXIBILIDAD  DE  LAS  FORMULAS  • 
SUFICIENTES  VITAMINAS  Y MINERALES  • UNIFORMIDAD  • 
SEGURIDAD  BACTERIOLOGICA  • FACILIDAD  EN  SU  PREPA- 
RACION • ECONOMIA  • NUNCA  HAY  DESPERDICIO 


El  Alimento  Infantil  DRYCO  com- 
pensa las  deficiencias  cualitativas 
de  la  leche  de  vaca.  DRYCO  provee 
abundantes  cantidades  de  elementos 
nutritivos  esenciales  que  los  bebés 
necesitan  para  desarrollar  cuerpos 
fuertes  y saludables.  Los  excelentes 
resultados  que  ha  obtenido  DRYCO 
en  la  alimentación  infantil  a través  de 
los  años  le  han  valido  para  merecer 
la  preferencia  universal. 


DRYCO  es  siempre  una  leche 
pura,  segura  y nutritiva,  siempre  uni- 
forme en  calidad.  Todas  y cada  una 
de  sus  latas  especialmente  envasadas 
contienen  las  mismas  maravillosas 
ventajas  que  han  hecho  de  DRYCO 
el  alimento  infantil  ideal. 

DRYCO  es  el  preferido  de  los 
médicos  y las  madres  . . . por  su 
nutrición,  conveniencia  y economía 
reconocidas  í 


I 

I THE  BORDEN  FOOD  PRODUCTS  COMPANY 
I 350  Madison  Avenue 
I New  York  17,  N.  Y.,  E.U.A. 

I Señores: 

Sírvanse  enviarme  a su  más  pronta  conveniencia: 
r]  El  folleto  "Datos  y Fórmulas"  con  informes  profesionales  sobre  el 
uso  de  DRYCO  en  la  alimentación  infantil. 

Q Una  tarjeta  práctica  para  referencia  de  las  fórmulas  sobre  DRYCO. 
□ Un  secante  con  la  fórmula  DRYCO  de  fácil  preparación. 

¡Escriba  con  lefra  de  imprenta) 

Nombre — — 

I Calle — — 


N99 
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Distribuidores  para  Puerto  Rico: 

PLAZA  PROVISION  COMPANY,  Fortaleza  104.  San  .Juan.  P.  R. 


encourage 

Patient-Doctor  Cooperation 
When  Calcium  Therapy  is  PrescrihecI 

Mental  anxiety,  when  induced  by  aversion 
to  prescribed  therapy,  adds  to  the  patient’s 
physical  distress.  Objection  to  calcium 
may  be  overcome  by  substituting  dosage 
in  more  agreeable  form.  CALC  1C  APS... 
an  easy-to-swallow,  capsule- shaped 
tablet . . . provide  suitable  supplement  for 
young  or  old,  where  diagnosis  reveals  a 
deficiency  in  calcium  and  phosphorus. 


Galciwafers 


• iiwivi^  aic  a pleasant  tasting 
wafer  containing  double  the  potency  of 
CALCICAPS. 

Calcicaps  with  Iron  are  especially 

suitable  in  pregnancy,  when  the  need  for 
calcium,  phosphorus  and  iron  increases. 

Calcicaps,  Galciwafers  and 

Calcicaps  with  Iron  contain  an  ade- 
quate amount  of  VITAMIN  D essential 
for  calcium  absorption. 

GALCIWAFERS  Each  wafer  contains: 
Dicalcium  Phosphate  580  mg. 

Calcium  Gluconate  380  mg. 

Vitamin  D 750  USP  Units 

Boxes  of  50  and  250 
CALCICAPS  Each  Calcicap  contains: 
Dicalcium  Phosphate  290  mg. 

Calcium  Gluconate  190  mg. 

Vitamin  D 375  USP  Units 

Bottles  of  100  and  500 

CALCICAPS  with  IRON  Each  Calcicap  with 
Iron  contains: 

Dicalcium  Phosphate  290  mg. 

Calcium  Gluconate  190  mg. 

Ferrous  Gluconate  64  mg. 

Vitamin  D 375  USP  Units 

Bottles  of  100  and  500 


Los  Angeles,  California 


JOAQUIN  BELENDEZ  SOLA,  INC. 
P.  O.  Box  1188  — San  Juan,  P.  R. 


PARA  DISMINUIR 
LA  SECRECION 

PARA  REDUCIR 
LA  FETIDEZ 


La  secreción  y la  fetidez  que  acompañan  a la 
cervicitis  y vaginitis  de  origen  bacteriano, 
pueden  disminuir  notablemente  con  Furacin’^ 
Supositorios  Vaginales. 

Cuando  la  medicación  vaginal  tiene  acceso  a 
la  infección,  ésta  puede  ser  completamente 
erradicada  por  la  acción  antibacíeriana  eficaz 
de  Furacin,  cuyo  espectro  incluye  muchos 
gérmenes  gram-positivos  y gram-negativos. 


PARA  FACILITAR 
LA 

CICATRIZACION 


Cuando  está  indicada  la  cauterización  o la 
conización  del  cervix,  e!  empleo  de 
Furacin  Supositorios  Vaginales  pre-  y 
post-operatoriamente  produce  una 
cicatrización  más  rápida  con  menos  necrosis 
y secreción. 


Terapia  Moderna  de 
La  Cervicifisy  Vaginitis 


Fiüncin  Supositorios  Vaginales 


MORWICH,  NFW  YORK,  C U.  A 


Furacin  Supositorios  Vaginales  contienen 
0.2%  de  Furacin,  marca  del  nitrofurazone 
N.N.R.  en  una  base  auto-emulsificante 
en  las  secreciones  vaginales,  adhiriéndose 
tenazmente  a la  mucosa.  Cada  supositorio 
está  herméticamente  sellado  en  láminas 
metálicas,  impermeables  aún  en  climas 
cálidos. 

Estos  supositorios  están  indicados  en  la 
cervicitis  y vaginitis  bacteriana,  pre-  y 
post-operatoriamente  en  la  cirugía 
cervical  y vaginal. 

Literatura  a solicitud 


Marca  Registrada. 


Distribuidores:  CESAR  CASTILLO,  INC.,  Edificio  Camaleglo 
Avenida  Muñoz  Rivera  70  - Hato  Rey,  Puerto  Rico 


El  eslabón  que  faltaba 
para 

Contener  las  Hemorragias. . 


J^flDREn  SEn 


Es  específico  conira  los  hemorragias  capilares  postoperatorias  y las 
fdocionadas  con  enfermedades  hemorrógicas. 


ADRENOSEMes  un  hemostato  sistémico  que  no  interfiere  con  la 
pcesión  arterial,  la  palpitación  o el  volumen  cardíaco. 

ADRENOSEMno  altera  el  tiempo  de  coagulación  ni  ejerce  acción 
alguna  sobre  los  constituyentes  sanguíneo-coagulantes. 

ADRENOSEMrepresenta  el  complejo  de  adrenocromo 
monosemicarbaaoiu,  el  cual  es  atóxico  aún  cuando  se  administra  por  largo  tiempo. 

ADRENOSEMproduce  hemostasis  por  aumento  de  la 
resistencia  y disminución  de  lá  permeabilidad  de  los  vasos  menores  y los  capilares 
en  casos  de: 

Tonsileaomía  Hemoptisis 

Epistaxis  Cirugía  Nasofaríngea 

Exudaciones  Postoperatorias  Telangiectasia  Familiar 

Hemorragia  Retinal  Cirugía  Genitourinaria 

Prostateaomía  Púrpura  Idiopática 

Obtenible  en  ampollas  de  5 mg.  y en  lablelas  de  2.5  mg. 

THE  S.  E.  MASSENGILL  COMPANY 

BRISTOL,  TENN.  U.  S.  A. 

Par.i  más  información; 

División  de  Exportación.  507  West  33rd  Street,  New  York  1,  N.Y.,  U.S.A, 


Distribuidores:  COMERCIAL  GODEL,  Calle  Europa  802 
Tel.  3-1061  - Santurce,  F.  R. 

P.  O.  Box  1081  - San  Juan,  P R. 


ta  dosis  pequeña  requerida  significa 

una  gran  economía  en  el  ti-atamíenfo  y 

garantiza  ausencia  de  efectos  secundarios^ 


E!  AP  ACTHAR  Gei  administrado  por  vía  subcutánea  o 
intramuscular  proporciona  un  alivio  rápido,  aun  de  los 
dolores  más  severos,  especialmente  en  los  estados  agu-^ 
dos  de  la  Bursitis  y Tendinitis. 

Al  revés  de  las  infiltraciones  con  procaína  o narcóticos 
el  AP  ACTHAR  Ge!  no  se  limita  simplemente  a amortiguar 
el  dolor  sino  contrarresta  efectivamente  la  reacción 
inflamatoria,  así  como  la  hinchazón  y edema  concomi- 
tantes. Hasta  los  depósitos  de  calcio  pueden  desaparecer 
con  su  administración.t 

ISteinberg.  C.  L..  and  Roodenburg.  A.  L:  Í.A.M.A.  149:1458,  1952. 


THE  ARMOUR  LABORATORIES 

CHICAGO  11.  LLINOIS  E.U  A. 
OlVISIO^í  0€  ARMOUR  ANO  COMPANY 


♦AirAMENTE  PURtHCM»  (EN  GELATINA^ 

ACTHAR  ® ES  LA  MASCA  DISTINGUE  A LA  HORMONA  AORENOCORTICOTROPA 
(CORTICOTROPINA,  ACTH)  OE  ARMOUR. 


DE  LA  BURSITIS 
Y TENDINITIS 


Distribuidores:  LUIS  GARRATON,  INC. 

Fortaleza  352  - Tel.  3-1593  - Apartado  2984  - San  Juan,  P.  R, 


HEXATAL 


is  found  SATISFACTORILY  EFFECTUAL  in  the 

management  of 

ESSENTIAL  HYPERTENSION 

Each  tablet  provides: 

MANNITOL  HEXANITRATE 35  mg. 

Vasodilator  of  choice,  gradually  lowering  the  pressure  30*40 
mm.,  lasting  4-6  hours 


SODIUM  NITRITE 15  mg. 

for  relaxation  of  small  blood  vessels 

RUTIN  20  mg. 

to  increase  resistance  of  capillr.ry  walls 

AMINOPHYLLINE 100  mg. 


as  a diuretic  in  cardiac  and  nephrotic  edema 


PHENOBARBITAL 10  mg. 

mild  dosage,  to  help  allay  annicty  and  decrease  tension 

HEXATAL,  a rational  combination  of  useful  drugs,  produces  safe, 
gradual  and  longer  lasting  lowering  of  blood  pressure. 

Bottles  of  50  and  100  tablets 
Physicians'  Samples  and  Literature  on  request. 

EXCLUSIVE  DISTRIBUTORS: 

JOAQUIN  3ELENDEX  ■ SOLA  INC 
P.O.Box  1188  Tel.  2-1100 

San  Juan,  Puerto  Rico. 


Each  tablet  contains: 
Veratrum  viride  100  mg. 

Mannitol  hexanitrate  Vi  gr. 
Rutin  10  mg. 

Phenobarbital  V4  gr. 


\ 


VERUTAL  Tablets  (RAND)  \ 

CONTAIN  Veratrum  for  effective 


VIRIDE  plus  other  I 

ACTIVE  AGENTS.  NO  ^ treatment  of 

SINGLE  DRUG  IS  SUF- 
FICIENT FOR  THE  COM- 
PLETE TREATMENT  OF 
THIS  COMPLEX  DISEASE  J 

Clinical  trial  package  and  literature  on  request 


HYPERTENSION 


pkarntaceu  tica  I 


CO,,  inc,,  alhan^,  n, 


Representative  for  Puerto  Rico 
A.  F.  LEGRAND,  Ph.G. 

P.  0.  Box  9022  — Santurce  29,  P.  R. 


More  accurate  refractions 
with  greater  speed 

with  the  Bausch  & Lomb 


Both  from  the  viewpoint  of  the  examiner  and  the  patient, 
the  Bausch  & Lomb  Green’s  Refractor  fills  an  important 
need  in  every  professional’s  office — that  of  speed  of  exami- 
nation and  accuracy  of  examination.  There  is  a single 
control  for  its  entire  wide  range  of  spherical  powers  and 
all  cylindrical  lens  powers.  The  total  prescription  may  be 
read  directly  from  three  easy-to-read  scales.  As  specialists 
for  nearly  100  years  in  the  pioneer  and  development  of 
finest  quality  precision  ophthalmic  instruments,  Bausch  & 
Lomb  offers  this  as  one  of  its  greatest  modern  achieve- 
ments. It  belongs  in  your  examination  room  right  now. 


II.  V.  GROSCH  CO. 

CALLE  COMERCIO  402  — SAN  JUAN,  PUERTO  RICO 


BAUSCH  & LOMB 


OPTICAL  COMPANY 


ROCHESTER  2,  N,  Y. 

E.U.A. 


How  Carnation 
protects  the  baby’s  formula 
from  farm  to  bottle 


Guards  Your  Recommendation 
5 Important  Ways 

1.  Carnation  Field  Service  Men 
inspect  supplier  dairy  herds  and 
farm  equipment  regularly.  Only 
milk  meeting  Carnation  high 
standards  is  accepted.  These  Field 
Men  also  help  the  dairy  farmer 
improve  the  milk  he  supplies  to 
Carnation  plants  by  bringing  him 
newest  information  from  the  Car- 
nation Milk  Farms  about  dairy 
equipment  improvements  and 
dairy  herd  feeding 


2.  From  the  famous  Carnation 
Farms  near  Seattle,  dairy  cattle 
from  world-champion  Carnation 
bloodlines  are  shipped  to  supplier 
herds  to  improve  the  Carnation 
milk  supply. 

3.  Every  drop  of  Carnation  Milk  ^ 
is  processed  solely  by  Carnation, 
in  Carnation’s  own  plants,  to  Car- 
nation’s high  standards,  assuring 
constant  high  quality,  uniformity. 

4.  In  the  Carnation  Laboratories, 
continuing  research  guards  the 
purity  and  the  nutritive  values  of 
Carnation  Milk  — develops  new 
and  improved  processing  methods. 

5.  Carnation  store  stocks  are  date  ^ 
coded  and  inspected  regularly  by 
Carnation  salesmen  to  assure  fresh- 
ness and  high  quality  whenever  a 
mother  makes  her  purchase. 


The  milk  every 
doctor  knows! 


A NEW  IDEA! 

More  and  more  physicians  are  suggest- 
ing the  use  of  reconstituted  Carnation 
Milk  during  the  transition  from  bottle 
to  cup,  to  avoid  digestive  upsets  and 
encourage  baby's  ready  acceptance  of 
milk  from  the  cup. 


en  la 
dermatitis 
pór  contacto 


dominio 


con 

ungüento  de 
acetato  de 

MARCA  DE  LA  HIDROCORTISONA  (COMPUESTO  F) 

tubos  con  5 gm.  de  ungüento  de  acetato  de  Cortef 

en  concentraciones  de  2.5  % (25  mg.  por  gm.) 

y 1 % (10  mg.  por  gm.) 


demarca  dc  fabrica 

Se  remite  literatura  médica  a solicitud. 


Upjohn 


Productos  farmacéuticos  superiores  desde  1886 

The  Upjohn  Company,  Kalamazoo,  Michigan,  U.  S.  A. 


UNA  MANERA  SENCILLA  DE  ESTIMULAR  LA 


Todos  los  alimentos 
BEECH -NUT  para  bebés 
han  sido  aceptados  por  el 
Consejo  de  Alimentos  y 
Nutrición  de  la  Asociación 
Médica  Americana,  como 
también  todas  las  afirma- 
ciones en  cada  anuncio  de 
Alimentos  BEECH-NUT 
para  bebés. 


Cuando  una  madre  preocupada  le  pregunte 
qué  hacer  para  que  su  bebé  coma  más,  usted 
puede  ayudarle  a comprender  que  un  niño 
obtiene  mayores  beneficios  de  sus  alimentos 
cuando  los  come  con  gusto. 

No  se  puede  esperar  que  un  niño  prospere 
desde  el  punto  de  vista  nutricional  ni  emotivo, 
cuando  las  horas  de  sus  comidas  están  impor- 
tunadas por  ruegos  y contrariedades. 

Es  beneficioso  para  sus  pequeños  pacientes  el 


que  BEECH-NUT  incorpore  al  agradable  sabor 
de  sus  alimentos  un  positivo  valor  nutritivo. 
Ahora,  con  más  variedad  que  nunca  entre  la 
cual  escoger,  BEECH-NUT  hace  más  fácil  que 
las  madres  complazcan  a los  pequeños  pacien- 
tes de  usted,  y mantener  felices  las  horas  de 
las  comidas. 

Una  amplia  variedad  que  usted  puede  reco- 
mendar: Sopas  de  Carne  y de  Vegetales,  Frutas, 
Vegetales  y Post*-es. 


BEECH-NUT 


ALIMENTOS  para  NINOS 


Envasados  en  frascos  de  cristal  , 

Distribuidores  Exclusivos  para  Puerto  Rico: 

JOSE  MALGOR  y CIA.,  Tetuqn  305,  San  Juan,  Puerto  Rico— Teléfono:  2-2200 


SERVICIO  MEDICO  CENTRAL 

Teléfono  3-2467 

Un  programa  auspiciado  por  la  Asociación  Médica  del  , 
Distrito  Este  para  suplir  servicios  médicos  de  emergencia 
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Mead's  powdered  formula  designed 
for  both  full  term  and 
premature  infants 


Excellent  tissue  turgor  cind  muscle  development 

in  babies  fed  Olac®  are  clearly  shown  by  steadily 
increasing  clinical  observations.  These  babies  tend 
to  gain  weight  without  becoming  fat,  are  sturdy, 
and  resist  infections  well.  They  are  generally  vigorous, 
with  happy  dispositions.  They  get  a strong  start 
for  a healthy  childhood. 

Designed  for  optimum  nutrition  of  both  full  term 
and  premature  infants,  Olac  supplies  milk  protein 
in  exceptionally  generous  amounts,  to  promote 
sturdy  growth.  Its  fat  is  an  easily  digested,  highly 
refined  vegetable  oil.  Dextri-Maltose®  supplements 
the  lactose  of  the  milk,  to  meet  energy  needs  and 
spare  protein  for  its  essential  tissue-building  functions. 

Convenient  and  simple  to  use,  Olac  feedings 
are  prepared  merely  by  adding  water.  A convenient 
special  measure  is  enclosed  in  each  can.  One  packed 
level  measure  of  Olac  to  2 ounces  of  water  gives 
a formula  supplying  20  calories  per  fluid  ounce. 

Olac  is  valuable  not  only  for  bottle-fed  infants 
but  for  supplementary  and  complementary  feedings 
of  breast-fed  infants. 
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MEAD  JOHNSON  & COMPANY 
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reunion,  de  fuérzaos 


• Actúa  sinérgicamente  contra 
bacterias  grampositivas 

y gramnegativas. 

• Reduce  la  aparición  de  cepas  resistentes. 

• Simplifica  la  terapia  antibiótica  combinada. 


fórmula  de  1 g.: 

Cada  dosis  (3  cc.)  contiene: 

300.000  unidádes  de  penicilina  G 
Procalnica  cristalina 

100.000  unidades  de  penicilina  G 
sódica  cristalina  amortiguada 

1 g.  de  sulfato  de  dihidroestreptomícina 
En  frascos  de  una  dosis  y de  5 dosis. 


Representant»  Exclusivo: 


rUNOAl 


Fórmula  de  0,5  g.: 

Cada  dosis  (2  cc.)  contiene: 

300.000  unidades  de  penicilina  G 
Procalnica  cristalina 

100.000  unidades  de  penicilina  G 
sódica  cristalina  amortiguada 

0,5  g.  de  sulfato  de  dihidroestreptomícina 
En  frascos  de  una  dosis  y de  5 dosis 

%AMCA  oc  pÁtAfCA  ot  CHAS.  PrilM  4 CO..  INC. 


INDICACIONES:  Infecciones  entéricas  de 
tipo  diarreico 
Infecciones  mixtas  en  cirugía  intestinal 
Tuberculosis  anorrectal 
Fístula  anal 

PREOPERATORIAMENTE 
Cirugía  colónica  y rectal 

POSTOPERATORIAMENTE 
Extirpación  de  quistes  pilonidales 


DOSIFICACION:  En  casos  de  diarrea  o en  la 
enteritis  disentérica,  2 a 4 cápsulas  cada 
seis  horas.  En  el  preoperatorio  de  la  ciru- 
gía intestinal,  2 a 4 cápsulas  cada  seis 
horas,  durante  los  tres  o cuatro  días  que 
preceden  a la  operación.  Esta  asociación 
antibiótica  es  particularmente  útil  en  el 
postoperatorio,  conjuntamente  con  la 
admiriistración  oral  de  líquidos.  En  los 
pacientes  postoperatorios  con  infecciones 
causadas  por  patógenos  comunes,  este 
tratamiento  debe  continuarse  durante 
cinco  o seis  días.  Cuando  se  emplea  en 
casos  de  fístula  anal  tuberculosa,  el 
Chlorostrep  debe  ser  administrado  en 
dosis  más  elevadas  o durante  más  tiempo. 


PRESENTACION:  En  cápsulas.  Cada  cápsula 
contiene  125  mg.  de  Chloromycetin  y 
125  mg.  de  dihidroestreptomicina.  Fras- 
cos de  12. 
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The  antibiotic  combination  with  the  broad  antibacterial  spectrum 

DICRYSTICIN 

iORTIFIED  FROCMNE  PENICILLIN.  WITH 
STREPTOMYCIN  AND  DIH VDROSTREPTOMVCIN 


Effective  Tiie  combination  of  penicillin  and  streptomycin  has  additive  or  synergistic  effect 
against  most  common  bacteria— both  gram-negative  and  gram-positive— as  demon- 
strated in  the  test  tube  and  in  exi)erimcntal  animals.  Dicrysticin  is  bigbly  effective 
in  common  mixed  or  resistant  infections. 

Safe  Dicrysticin  contains  equal  parts  of  streptomycin  and  dibydrostreptomycin.  Danger 

of  ototoxicity  is  greatly  reduced  without  diminution  of  therapeutic  effect.  Sensitivity 
reactions  are  infrequent. 

Adaptable  Dicrysticin  is  supplied  in  four  forms.  Proportions  are  varied  to  meet  the  require- 
ments of  different  types  of  infection. 


DICRYSTICIN 
DICRYSTICIN  FORTIS 
DICRYSTICIN  "800" 
DICRYSTICIN  "800"  FORTIS 


Fortified  procaine 
penicillin 
400,000  u. 

400.000  u. 
800,000- u. 

800.000  u. 
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Streptomycin  and 
dlhydrottrepComycirt 

0 5 Gm. 

1 Gm. 

0 5 Gm. 

1 Gm. 
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Para  dietas  de  adelgazamiento 
MELOZETS,  en  el  tratamiento! 


Si  rebajar  de  peso  se  aspira 
...  sin  dejar  de  comer, 
es  una  buena  medida 
iniciar  con  Melozets,  la  comida. 

Sea  desayuno  o merienda, 
cuando  el  apetito  se  aviva 
es  fácil  de  obtener 
evitar  que  éste  se  extienda  . . , 

Una  oblea  Melozets,  para  eso, 
es  la  terapéutica  promisora, 
porque  en  estos  casos 
frena  la  gula  devoradora. 

Por  su  calidad  imbibitoria, 
da  volumen  a la  eterna  historia 
de  la  mucha  o poca  caloría 
en  la  orden  recriminatoria. 

Melozets,  a base  de  metilcelulosa, 
una  promesa  esboza 
tanto  para  el  goloso  paciente 
como  para  el  médico  concie.z.:?. 


MELOZETS 

OBLEAS  DE  METILCELULOSA 
Rp.  en  cajas  de  25  obleas 

CADA  ODLEA  EQUIVALE  A 30  CALORÍAS  QUE  EVITAN  MILES...! 
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they  even  lick  the  spoon  because  they  like  the  delicious 
citrus-fruit  flavor  of  Vi-Daylin,  liquid  vitamin  preparation  for  in- 
fants and  children.  Mothers  are  pleased  because  it  goes  down 
without  a struggle,  because  it  does  not  stain  clothing,  because  it 
may  be  given  right  from  the  spoon  or  mixed  with  fruit  juices,  milk, 
cereal  or  other  foods.  You  are  assured  that  the  Vi-Daylin  you 
prescribe  will  be  administered  regularly.  This  clear,  homogenized 
liquid  contains  only  traces  of  alcohol,  less  than  0.5%,  and  will  re- 
main stable  for  at  least  2 years  without  refrigeration.  Supplied  in 
90-cc.,  8-fluidounce  and  1-pint  bottles. 


Each  5-cc.  teaspoonful  contains: 

Vitamin  A 

Vitamin  D 

Thiamine  Hydrochloride 

Riboflavin 

Vitamin  B12  Activity 

(by  microbiological  assay) 

Nicotinamide 

Ascorbic  Acid 


3000  U.S.P.  units 
800  U.S.P.  units 

1.5  mg. 

1.2  mg. 

3 meg. 

10  mg. 

40  mg. 


VI-DAYLIN 

TRADt  MARK 

(HOMOGENIZED  MIXTURE  OF  VITAMINS  A,  0,  B,,  B;,  B,2,  C AND 


NICOTINAMIDE,  ABBOTT) 


ABBOTT  LABORATORIES  PUERTO  RICO  INC. 
Cayey  St.,  Corner  William  Jones  • Santurce 
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TETRACiCLiNA  Lederle 
Más  rápida  absorción 
Mínimo  de  reacciones  secundarias 
Mayor  estabilidad 


La  ACROMICINA,  un  nuevo  antibiótico  de  amplio  espectro  que  acaba  de  ser 
perfeccionado  por  el  Cuerpo  Investigador  de  la  Lederle,  en  el  transcurso  de 
pruebas  clínicas  ha  demostrado  poseer  mayor  eficacia,  con  la  ventaja  de  que  se 
absorbe  y difunde  con  más  prontitud  por  los  tejidos  y fluidos  del  organismo, 
amén  de  que  gracias  a su  mayor  estabilidad  redunda  en  niveles  sanguíneos 
altos  y prolongados. 

La  ACROMICINA  viene  en  cápsulas  de  250mg,  lOOmg  y 50mg;  como  polvo  S.  Ch. 
(dispersivo  saboreado  con  chocolate)  con  50mg  del  antibiótico  por  cucharada 
(3,0g),  y en  forma  intravenosa  con  SOOmg,  250mg  y lOOmg  por 
frasco.  Con  tanta  rapidez  como  la  labor  de  investigación  lo  permita,  se  irán 
ofreciendo  nuevas  formas  terapéuticas.  *Marca  registrada 
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Lederle  Laboratories  Division  Cyanamid  Inter-American  Corporation 
49  West  49th  Street,  New  York  20,  N.  Y. 
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VIRAL  HEPATITIS  IN  THE  PUERTO  RICAN  MALE  VETERAN 

JOSE  M.  TORRES,  M.D.- 
HECTOR  F.  RODRIGUEZ,  M.D.** 

R.  RODRIGUEZ-MOLINA,  M.D.*** 

Introduction:  Although  it  appears  that  viral  hepatitis,  as  it 
occurs  in  Puerto  Rico,  is  similar  to  the  one  described  elsewhere,'-  - 
to  our  knowledge,  this  impression  has  not  been  substantiated  in 
the  Puerto  Rican  literature  with  a sizeable  series  of  cases.  For  this 
reason,  and  being  aware  of  the  relative  frequency  with  which  this 
clinical  entity  was  met  at  the  San  Patricio  VA  Hospital  during  the 
last  six  years,  it  was  decided  to  gather  all  the  available  records, 
analyze  the  clinical  and  laboratory  aspects  of  the  disease,  and 
publish  our  findings.  The  cases  that  were  accepted  for  analysis 
were  those  in  which  the  clinical  and  laboratory  information  that 
supported  the  diagnosis,  was  ample,  adequate  and  definite.  To  the 
best  of  our  ability  all  forms  of  toxic  and  parasitic  hepatitis,  Weil’s 
disease,  and  infectious  mononucleosis,  have  been  excluded.  Sixty 
eight  cases  were  gathered,  fourteen  of  which  fell  into  the  category 
of  homologous  serum  hepatitis. 

Infectious  Hepatitis:  Fifty-four  cases  of  infectious  hepatitis 
were  collected  from  the  files  of  the  San  Patricio  VA  Hospital 
through  the  years  1947  to  1953. 

Age:  The  age  at  which  this  disease  was  encountered  ranged 
from  21  to  75  years.  However,  as  it  appears  from  Table  I,  infectious 
hepatitis  tends  to  occur  with  greater  frequency  in  the  younger  age 
groups.  Of  course,  this  does  not  represent  an  overall  age  incidence, 
for  children  and  females  are  not  included  in  our  study.  Never- 


* Attending  in  Internal  Medicine  - San  Patricio  VA  Hospital,  San  Juan, 
Puerto  Rico.  Assistant  Professor  of  Clinical  Medicine,  University  of  Puerto 
Rico  School  of  Medicine,  San  Juan,  Puerto  Rico. 

**  Resident  in  Internal  Medicine,  San  Patricio  VA  Hospital,  San  Juan.  P.  R. 
=*=**  Chief,  Medical  Service,  San  Patricio  Hospital.  San  Juan,  P.  R. 

Clinical  Professor  of  Medicine,  Univ.  of  P.  R.  School  of  Medicine,  San 
Juan,  P.  R. 
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TABLE  I 


AGE  INCIDENCE 

OF  INFECTIOUS 

HEPATITIS 

Number  of 

Per  Cent 

Ago 

Cases 

of  Cases 

20-29 

28 

52 

30-39 

17 

32 

40-49 

3 

5 

50-59 

1 

2 

60-69 

3 

5 

70-75 

2 

4 

theless,  our  findings  suggest  that  at  least  in  the  Puerto  Rican  male 
veteran,  this  disease  is  not  common  after  40  years  of  age. 

Signs  and  Symptoms:  From  Table  II,  one  can  observe  the 
frequency  with  which  various  signs  and  symptoms  of  the  disease 
v/ere  found.  Jaundice  appears  to  be  almost  a sine  qua  non  for  the 
diagnosis  of  infectious  hepatitis.  There  were  only  two  cases  des- 
cribed as  anicteric,  but  actually  only  one  could  be  accepted  as  such, 
for  the  other  was  admitted  to  the  hospital  at  a time  when  he  was 

TABLE  II 


OVERALL  INCIDENCE  OF  SIGNS  AND  SYMPTOMS 

OF  INFECTIOUS  HEPATITIS 

Number  of 

IN  54  CASES 

Signs  or  Symptoms 

Cases 

Per  Cent 

Jaundice 

52 

96 

Anorexia 

50 

92 

Malaise  and/  or  lassitude 

50 

92 

Dark  urine 

47 

87 

RUQ  tenderness 

45 

83 

RUQ  pain 

41 

74 

Loss  of  weight 

37 

70 

Fever 

31 

57 

Nausea  and/or  vomiting 

26 

48 

Light  or  clay  colored  stools 

25 

46 

Itching 

14 

26 

Diarrhea 

9 

17 

Spider  angiomata 

3 

5 

Palpable  spleen 

1 

2 
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recovering  from  his  illness  and  conceivably  could  have  been  icteric 
prior  to  admission.  It  is  of  interest  to  note  that  25  cases  had 
light  or  clay  colored  stools  and  14  had  itching.  In  all  the  cases 
where  itching  occurred,  it  was  transient,  lasting  only  a few  days. 
The  question  as  to  why  itching  occurs  in  liver  disease  still  remains 
unanswered,  as  there  was  no  definite  relationship  of  its  develop- 
ment to  the  bilirubin  content,  cholesterol  ester  fraction  or  to  the 
duration  of  the  disease  or  of  jaundice.  In  nine  cases  with  pruritus 
where  a serum  alkaline  phosphatase  was  determined,  an  abnormal- 
ly high  value  was  obtained.  However,  there  were  16  cases  with 
high  alkaline  phosphatase  who  did  not  exhibit  itching.  Twenty 
five  of  36  cases  where  specific  reference  was  made  to  stool  des- 
cription, had  light  colored  or  acholic  stools.  Of  these,  only  ten  had 
itching.  Four  other  cases  had  itching  but  no  reference  was  made 
in  relation  to  the  stools.  As  reported  elsewhere,^  - diarrhea  was 
not  a prominent  symptom.  Though  spider  angiomata  have  been 
reported  to  occur  in  infectious  hepatitis,’  in  the  three  instances 
where  they  were  present  in  our  series,  the  evidence  favors  the 
existence  of  a concomittant  cirrhosis  of  the  liver,  either  prior  to 
the  hepatitis  or  subsequently  as  a sequela. 

Prodrom.ata  consisting  mainly  of  malaise,  lassitude,  anorexia, 
and  fever  were  present  in  the  majority  of  the  patients.  In  48  cases 
the  initial  symptoms  could  be  determined  from  the  information 
written  in  the  record.  Anorexia  and  malaise  by  themselves,  or 
either  of  them  combined  with  another  of  the  symptoms  listed  in 
Table  II  constituted  the  most  frequent  group  of  symptoms  at  the 

TABLE  III 


INITIAL  SYMPTOMS  IN  ORDER  OF  FREQUENCY  IN  48  CASES* 


Signs  or  Symptoms 

Malaise  and/or  lassitude 

Anorexia 

Jaundice 

RUQ  pain 

Dark  urine 

Fever 

Nausea  and/or  vomiting 

Diarrhea 

Loss  of  weight 

RUQ  tenderness 


Number  of 

Cases 

Per  C 

27 

56 

25 

52 

16 

33 

15 

31 

14 

29 

13 

27 

10 

20 

3 

6 

2 

4 

42  (on  admission) 


In  6 cases  the  initial  symptom  could  not  be  determined. 
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onset  of  illness.  However,  by  the  end  of  the  first  week,  jaundice, 
dark  urine,  right  upper  quadrant  pain,  and  tenderness  associated 
with  hepatomegaly,  had  also  made  their  appearance.  With  the  ex- 
ception of  itching,  all  the  signs  and  symptoms  listed  in  Tables  II 
and  III  appeared  before  the  end  of  the  second  week  of  illness. 
Though  we  can  not  adequately  ascertain  the  onset  of  right  upper 
quadrant  tenderness,  at  least  we  can  state  that  it  was  a prominent 
finding  on  admission.  Thirteen  cases  showed  acholic  stools  some- 
time during  their  first  week  of  illness.  Of  16  cases  where  jaundice 
was  the  initial  symptom,  no  reference  was  made  as  to  the  time 
of  appearance  of  dark  urine  in  six.  In  four  cases  jaundice  appeared 
before,  and  in  the  remaining  six,  simultaneously  with  dark  urine. 
All  of  the  cases  (47)  in  which  specific  reference  was  made  to  the 
presence  of  dark  urine,  exhibited  it.  Of  these,  eight  patients  noticed 
dark  urine  prior  to  jaundice,  and  four  after  jaundice  was  observed. 
The  appearance  of  dark  urine  prior  to  the  onset  of  jaundice  seems 
to  be  of  common  occurrence.^'- 

Disappearance  of  symptoms:  As  a rule  the  symptoms  that  ap- 
peared first,  disappeared  first  with  the  exception  of  jaundice,  which 
was  the  initial  symptom  in  16  cases  and  was  the  first  to  disappear 
in  only  one  instance.  In  addition  to  jaundice,  the  other  finding 
which  disappeared  last  on  six  occasions,  was  tenderness  over  the 
right  upper  quadrant.  With  regard  to  the  disappearance  of  dark 
urine  and  acholic  stools,  we  do  not  have  specific  information  in 
number  of  days,  however,  it  is  our  impression,  obtained  from  oc- 
casional statements  written  in  the  records,  that  the  presence  of 
acholic  stools  is  of  short  duration,  while  that  of  dark  urine  lasted 
much  longer.  Of  prognostic  value  appears  to  be  the  following: 
when  symptoms  such  as  fever,  anorexia,  malaise,  and  lassitude, 
persisted  for  more  than  two  weeks,  the  case  as  a rule  turned  out 
to  be  a moderately  severe  or  severe  one,  from  the  viewpoint  of 
duration  of  disease,  and  of  jaundice. 

Duration  and  Severity  of  the  Disease  and  of  Jaundice:  This 
was  taken  to  be  the  number  of  days  which  comprised  the  time  from 
the  onset  of  symptoms  to  the  day  of  discharge  from  the  hospital. 
This  period  varied  from  21  to  124  days.  The  average  duration  of 
disease  in  45  patients,  in  which  it  could  be  calculated  with  reason- 
able accuracy,  was  52  days.  In  17  cases,  the  disease  lasted  not 
more  than  40  days,  and  in  16  the  patients  were  still  symptomatic 
by  the  65th  day  of  illness.  By  nature  of  our  definition  of  duration 
of  disease,  it  is  implied  that  all  these  45  patients  recovered.  Dis- 
charge of  the  patient  from  the  hospital  was  determined  as  a rule 
by  both  clinical  and  laboratory  signs  of  recovery  with  the  exception 
of  the  Hanger’s  test.  A positive  Hanger’s  test  was  not  considered 
an  indication  to  hold  the  patient  in  the  hospital,  especially  in  the 
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presence  of  obvious  clinical  recovery,  as  manifested  by  disappear- 
ance of  fever  and  jaundice,  reversion  of  the  liver  to  a normal 
state  with  reappearance  of  appetite  and  weight  gain.  The  severity 
of  the  disease  was  judged  on  the  basis  of  duration  of  jaundice, 
duration  of  the  disease,  and  the  level  of  bilirubin  in  the  serum. 
We  realize  that  there  are  other  factors  that  could  determine  the 
degree  of  severity  of  the  disease,  but  this  classification  appears 
to  be  the  simplest,  and  perhaps  the  one  that  adapts  itself  best 
for  analysis  and  comparison. 

All  the  cases  were  treated  under  a similar  regimen  consisting 
of  bed  rest,  high  carbohydrate,  high  protein,  low  fat  diet  and  multi- 
vitamins. To  about  half  of  them,  infusions  of  glucose  and  amino 
acids  were  given  during  the  first  10  days  of  illness.  The  cases  that 
received  the  infusions  did  not  have  a shorter  convalescence,  but 
it  seems  that  such  additional  treatment  was  given  to  those  who 
appeared  worse  on  admission.  Hence,  no  valid  conclusion  can  be 
derived. 

In  40  patients  in  which  accurate  information  could  be  obtained, 
the  average  duration  of  jaundice  was  37  days,  the  range  being  from 
15  to  80  days.  No  appreciable  effect  on  its  duration  was  observed 
in  those  who  received  glucose  infusions.  Age  also  had  no  apparent 
effect  on  the  duration  of  the  disease  or  of  jaundice. 

There  were  two  deaths  in  this  series  and  both  occurred  during 
the  first  admission.  In  one  case,  liver  biopsy  showed  evidence  of 
the  cholangiolitic  form  of  infectious  hepatitis  and  cirrhosis  of  the 
liver,  and  in  the  other,  autopsy  findings  revealed  lesions  of  both 
infectious  hepatitis  and  post-necrotic  cirrhosis.  There  were  no  other 
associated  diseases  in  these  cases. 

Coincidental  diseases  were  mostly  parasitic  infestations,  as 
would  be  expected  in  the  Puerto  Rican  veterans.  (See  Table  IV). 
Of  the  7 cases  where  hookworm  ova  were  recovered  from  the  stools, 
only  3 had  a duration  of  the  disease  and  of  jaundice  longer  than 
the  average.  The  3 cases  with  Schistosoma  mansoni  infestation 
did  not  exhibit  any  remarkable  complications  clinically  or  other- 
wise. The  case  with  Strongyloides  stercoralis  presented  a rather 
severe  clinical  course  both  in  intensity  and  duration  of  the  disease 
but  it  is  highly  questionable  that  the  parasitic  infestation  had  any- 
thing to  do  with  it,  as  there  was  no  diarrhea  or  generalized  abdo- 
minal pains.  This  patient’s  hemoglobin  was  1007^.  The  case  with 
rheumatoid  arthritis  had  a moderately  severe  hepatitis  with  jaun- 
dice of  21/2  months  duration,  but  interestingly  enough,  without  any 
joint  improvement.  Anemia  apparently  had  no  effect  on  the  period 
of  convalescence,  as  there  were  many  cases  with  mild  anemia  whose 
duration  of  disease  and  of  jaundice  was  not  above  the  average. 
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TABLE  IV 


COINCIDENTAL  DISEASES 


Disease 


Number  of  Cases 


Uncinariasis 

Schistosomiasis 

Tonsillitis 

Strongyloidiasis 

Rheumatoid  Arthritis 

Appendicitis  (operated) 

Sinusitis 

Epididymitis 

Latent  syphilis 


7 


2 


1 

1 

1 

1 

1 

1 


Laboratory  Findings: 

White  Blood  Cell  Count:  Though  it  has  been  reported^  that 
a leucopenia  is  seen  initially  in  infectious  hepatitis,  our  findings 
do  not  bear  this  out.  Eleven  cases  showed  counts  of  less  than  5,000 
but  this  finding  did  not  have  a direct  relationship  with  the  severity 
of  the  disease  and  was  not  necessarily  observed  in  its  initial  stage 
either.  Of  the  54  cases,  only  five  showed  white  blood  cell  counts 
of  over  10,000.  This  leucocytosis  could  not  be  explained  on  the 
basis  of  associated  complications.  The  remaining  38  cases  had 
normal  white  cell  counts  during  their  course  of  illness.  Although 
a relative  lymphocytosis  was  observed  in  the  majority  of  the  cases, 
an  absolute  lymphocytosis  of  over  3000  was  actually  found  in  only 
seven  patients,  and  even  here  it  was  of  minimal  degree. 

Serum  Bilirubin:  Serum  bilirubin  and/or  icterus  indices  were 
done,  as  a rule,  once  a week.  Apparently,  what  determined  the 
. y of  the  case,  was  not  the  height  of  the  abnormal  value  but 
iration.  In  other  words,  there  were  cases  with  very  high 
>ilirubin  contents  which  turned  out  to  be  mild,  while  mode- 
evere  or  severe  cases  consistently  showed  a prolonged  and 
persistent,  though  moderate,  bilirubin  elevation.  The  highest 
serum  bilirubin  observed  was  15.9  mgs%  and  the  highest 
icteric  index  228  units,  normal  values  being  1 mg%  and 
4-6  units  respectively.  Only  8 cases  had  more  than  10  mgs% 
serum  bilirubin  and/or  100  units  as  the  icteric  index.  It  is 
of  interest  that  the  highest  serum  bilirubin  levels  in  the 
patients  who  died  were  3.2  and  7.1  mgs%  respectively.  Abnormal 
values  were  found  as  a rule  early  in  the  disease  and  correlated  with 
the  degree  of  jaundice.  Though  serum  bilirubin  and/or  icteric  in- 
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dex  values  were  not  the  last  tests  to  return  to  normal,  they  contri- 
buted heavily  in  determining  the  advisability  for  discharging  the 
patient,  when  they  became  so.  These  two  determinations  cor.cla.^J. 
so  well  that  their  simultaneous  performance,  though  frequently 
ordered  in  this  series,  did  not  appear  to  be  necessary. 

Cephalin-Flocculation  Test:  For  this  test  to  be  considered 
positive,  it  had  to  be  at  least  2+  in  24  hours.  On  this  basis,  42 
cases  showed  abnormal  tests,  in  10  cases  it  was  reported  negative, 
and  in  2 cases  it  was  not  performed.  Of  the  10  cases  where  the 
test  was  negative,  it  was  performed  on  the  30th  day  of  illness  in 
three  patients,  in  another  three  the  date  of  illness  was  not  known 
at  the  time  that  the  test  was  performed,  and  two  other  cases  were 
of  the  cholangiolotic  form  of  infectious  hepatitis.  When  the  test 
was  done  within  the  first  15  days  of  iTmess  it  was  positive  in  11 
out  of  15  cases  (73%).  In  the  cases  where  it  was  done  for  the 
first  time  between  the  16th  and  25th  day  of  illness,  it  was  positive 
in  18  out  of  22  cases  (82%).  Therefore,  of  37  cases  in  which  the 
test  was  done  within  the  first  25  days  of  illness  it  was  positive  in 
29  (80%  ).  Thus,  it  is  relatively  good  diagnostic  test,  but  in  regard 
to  prognosis  it  does  not  appear  to  have  much  value.  Eleven  cases 
were  discharged  from  the  hospital  in  which  the  only  abnormal 
finding  was  a positive  Hanger’s  test,  and  none  of  these  cases  have 
had  recurrences  or  complications  to  our  knowledge.  Moreover  the 
degree  of  positivity  of  the  Hanger’s  test  does  not  appear  to  be  a 
good  index  of  the  severity  of  the  disease.  There  were  nine  mild 
cases  with  4+  Hanger’s  tests  and  seven  moderately  severe  to  severe 
cases  with  negative  to  2 + values.  As  a matter  of  fact  there  are  three 
cases  where  the  Hanger’s  test  became  negative  during  the  course 
of  the  disease.  They  all  developed  the  characteristic  features  of 
the  cholangiolitic  forms  as  described  by  Watson  and  Hoffbauer^ 
with  a decrease  in  the  cholesterol  ester  fraction,  and  a rise  in  the 
total  cholesterol,  icteric  index,  and  alkaline  phosphatase.  Of  these 
cases,  two  died,  and  the  other  had  a moderately  severe,  prolongued 
course.  Therefore,  when  the  Hanger’s  test  becomes  negative  in 
infectious  hepatitis,  it  does  not  necessarily  mean  improvement,  but 
at  times  may  indicate  progression  into  the  more  serious  cholangio- 
litic form  of  the  disease. 

Thymol  Turbidity  Test:  This  test  was  performed  in  20  cases 
during  the  course  of  the  illness.  It  was  abnormal  in  18.  This  re- 
presents a 90%  incidence.  The  normal  value  accepted  was  4 units 
or  less.  This  test  had  the  highest  incidence  of  positivity  on  a 
percentage  basis.  The  two  cases  with  a negative  thymol  turbidity 
test  had  a positive  Hanger’s.  Fifteen  of  the  18  cases  with  a positive 
thymol  test  had  a positive  Hanger’s  at  the  same  time  as  or  before 
the  thymol  became  positive.  We  were  not  able  to  confirm  the  re- 
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port®  that  the  Hanger’s  test  becomes  positive  before  the  thymol 
does,  as  in  the  majority  of  instances  (15  out  of  20  cases)  when 
the  patients  were  tested  for  the  first  time,  both  tests  were  report- 
ed positive.  The  patients  in  whom  this  test  was  carried  out  for 
the  first  time  were  already,  at  least,  in  the  3rd  week  of  their 
disease.  It  is  of  interest  that  in  the  three  cases  of  cholangiolotic 
hepatitis,  at  the  time  when  the  Hanger’s  test  was  reported  negative, 
the  thymol  test  was  still  positive.  In  those  where  specific  inform- 
ation was  available,  there  were  four  cases  that  had  a positive 
thymol  turbidity  test  and  six  who  had  a negative  one  on  discharge. 
Two  of  the  latter  were  obtained  in  the  presence  of  a positive 
Hanger’s  test. 

Alkaline  Phosphatase:  This  determination  was  performed  in 
36  cases,  28  of  which  showed  abnormal  values  for  an  incidence  of 
77  • The  laboratory  employed  a modified  Bodansky  technique  and 

values  up  to  7 units  were  considered  normal.  The  highest  value 
obtained  was  33  units  and  this  patient  had  the  cholangiolitic  form 
as  proven  by  a liver  biopsy.  There  were  only  three  other  cases, 
who  had  an  alkaline  phosphatase  of  over  20  units,  one  being  asso- 
ciated with  Laennec’s  cirrhosis  and  the  other  two  being  observed 
in  patients  with  a severe  form  of  the  hepatocellular  type  of  in- 
fectious hepatitis.  Four  cases  had  a normal  alkaline  phosphatase 
during  their  first  two  weeks  of  illness  and  all  turned  out  to  be 
mild,  while  8 cases  who  had  high  alkaline  phosphatase  values  close 
to  the  onset  of  the  disease,  turned  out  to  be  severe  or  moderately 
severe  cases.  Persistence  of  a high  alkaline  phosphatase  did  not 
always  mean,  clinically  or  by  other  laboratory  methods,  a severe 
case,  or  one  going  into  the  cholangiolotic  form,  for  there  were  six 
cases  that  exhibited  a high  alkaline  phosphatase  till  late  in  the 
disease,  at  a time  when  all  clinical  and  laboratory  data,  with  the 
exception  of  the  Hanger’s  test,  were  indicative  of  recovery. 

Total  Serum  Cholesterol  and  Cholesterol  Esters  Fraction:  The 

normal  total  serum  cholesterol  in  the  VA  Hospital  laboratory  is 
150-250  mg  7^.  The  normal  cholesterol  ester  fraction  is  accepted 
as  being  65-757  of  the  total  cholesterol.  Serum  cholesterol  was 
done  in  37  cases,  eleven  of  which  had  elevated  values,  for  an  ab- 
normal incidence  of  307.  This  differs  from  the  findings  of  Gard- 
ner et  al,^'  in  whose  series  “true  hypercholesterolemia  was  not 
found”.  There  was  no  good  correlation  between  a high  cholesterol 
and  the  degree  of  severity  of  the  disease.  In  so  far  as  the  choles- 
terol ester  fraction  is  concerned,  the  value  was  abnormal  in  25  of 
35  cases  where  it  was  performed,  for  an  incidence  of  71%.  This 
high  incidence  is  in  accord  with  the  findings  of  Gardner  et  al.*^ 
In  18  cases  where  enough  information  was  available  to  correlate 
the  cholesterol  ester  fraction  with  the  clinical  course  and.  or  other 
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laboratory  tests,  its  degree  of  abnormality  did  not  correlate  with 
the  severity  of  the  disease.  However,  it  was  apparent  that  the 
patient’s  improvement,  as  manifested  by  a relatively  rapid  dimi- 
nution of  the  serum  bilirubin  content,  reduction  in  alkaline  phos- 
phatase, or  beginning  clinical  recovery,  was  as  a rule,  preceded  by 
a definite  change  towards  normal  of  the  cholesterol  ester  fraction. 
In  this  way,  this  test  appears  to  be  of  prognostic  value,  for  as  long 
as  this  fraction  remained  subnormal,  so  did  the  patient.  In  con- 
trast with  the  Hanger’s  test,  which  often  remained  positive  when 
actual  recovery  of  the  patient  was  apparent,  there  was,  as  a rule, 
no  discrepancy  between  the  course  of  the  patient  and  the  cholesterol 
ester  value,  as  both  correlated  well. 

Bromsulphalein  Test : This  test  was  performed  in  21  patients. 
Retention  of  the  dye  above  5%  at  the  end  of  30  minutes  was  con- 
sidered abnormal.  Of  fifteen  cases  where  the  Bromsulphalein  test 
was  done  near  the  time  of  discharge  from  the  hospital,  and  when 
the  patient  was  free  from  jaundice,  seven  showed  an  abnormal 
bromsulphalein  retention  in  their  serum  one  half  hour  after  in- 
jection. One  of  these  showed  evidence  of  cirrhosis  of  the  liver,  and 
another  had  Schistosoma  mansoni  infestation.  This  incidence  of 
abnormal  BSP  retention  on  recovery  is  in  accord  with  the  one  re- 
ported by  Capps  and  Barker". 

Prothrombin  Time:  This  test  was  done  in  24  cases  and  it  was 
found  to  be  abnormal,  according  to  the  control,  in  only  8 instances, 
that  is,  in  33%  of  the  cases  studied. 

Total  Protein  and  A/G  ratio:  Of  32  cases  where  this  deter- 
mination was  carried  out,  23  had  hyperglobulinemia,  eight  of  which 
showed  inverted  A/G  ratios.  The  latter  include  the  three  cases  of 
proven  cirrhosis  of  the  liver.  This  represents  an  incidence  of  hyper- 
globulinemia of  72%  and  of  inverted  A G ratios  of  25%.  Any  glo- 
bulin value  above  2.5  gms%  was  considered  abnormal.  Nothing 
can  be  said  as  to  the  time  when  these  values  either  became  ab- 
normal or  returned  to  normal,  as  they  were  performed  only  once  or 
twice  at  different  stages  of  the  disease  in  different  patients. 

Urine  Urobilonogen : Though  it  is  realized  how  important  this 
determination  is  as  a diagnostic  test,  no  statement  can  be  made 
on  the  basis  of  this  series,  since  it  was  done  in  few  cases  and 
sporadically  at  best. 
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TABLE  V 


INCIDENCE  OF  ABNORMAL  LABORATORY  TESTS 


Test 

1 

1 Normal 

1 Value 

1 Number  of  | 
j cases 

1 where  done 

No.  of  cases 
where 
abnormal 

Incidence  in 
Per  cent 

Thymol 

1 

1 

1 

1 

Turbidity 

1 <4  units 

1 

1 20 

1 

18 

90 

Hanger’s 

1 

1 <2+  in  24 

1 

1 52 

42 

80 

1 hours 

1 

Alkaline 

1 

1 

Phosphatase 

j <7  units 

1 

1 36 

28 

77 

Hyper- 

1 

1 

1 

1 

globulinemia 

1 <2.5  gm% 

1 

1 32 

1 

23 

72* 

Cholesterol 

1 

1 

1 

1 

Ester  Fraction 

1 65-75  % 

1 

1 35 

1 

25 

71 

BSP  Retention 

1 

1 <5%  in  30 

1 

1 

7 

47 

at  Discharge 

Min. 

1 

1 

Prothrombin 

1 

Control 

1 

1 24 

8 

331/3 

Time 

1 Basis 

1 

1 

1 

Total  Serum 

1 

1 150-250  mgs% 

1 

! 37 

11 

30 

Cholesterol 

1 

1 

i 

1 

Inverted  AG 

1 

1-2 

1 

1 32 

8 

25* 

Ratio 

1 

1 

* Includes  3 cases  of  proven  cirrhosis  of  the  liver. 


GENERAL  DISCUSSION  AND  SUMMARY 

54  cases  of  infectious  hepatitis  have  been  analyzed.  As  pre- 
viously reported,^  this  disease  occurs  with  greater  frequency  in  the 
younger  age  groups.  Jaundice,  anorexia,  malaise,  lassitude,  dark 
urine  and  right  upper  quadrant  tenderness  occurred  in  over  80% 
of  the  cases.  However,  the  prodromata  consisted  mainly  of  malaise, 
lassitude,  anorexia  and  fever.  Anorexia  and  malaise  by  themselves 
or  either  of  them  combined  with  another  symptom,  constituted  the 
most  frequent  group  of  symptoms  at  the  onset  of  illness. 

The  clinical  picture  was  found  to  be  similar  to  the  one  report- 
ed in  the  American  literature^ with  the  following  exceptions: 
(a)  Splenomegaly  and  lymphadenopathy  were  practically  absent 
from  our  series,  (b)  Our  incidence  of  light  and/or  clay  colored  stools 
was  much  higher.  This  may  indicate  a more  marked  involvement  of 
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the  intrahepatic  bile  duct  system  than  that  found  in  the  ordinary 
case.  In  support  of  this  statement  are  the  facts  that  the  average 
duration  of  jaundice  in  our  series  is  10  days  higher  than  the  one 
reported  by  Watson  and  Hoffbauer"^,  that  a marked  elevation  of 
the  alkaline  phosphatase  was  also  a prominent  finding,  and  that 
the  total  serum  cholesterol  was  elevated  oftener  than  reported.  This 
difference  was  apparently  not  due  to  coincidental  diseases,  in- 
cluding Schistosoma  mansoni  infestation. 

As  a rule  the  symptoms  that  appeared  first,  disappeared  first, 
with  the  exception  of  jaundice  which  usually  was  the  last  one  to 
subside.  When  symptoms  such  as  fever,  anorexia,  malaise  and  las- 
situde persisted  for  more  than  two  weeks,  the  case  usually  turned 
out  to  be  a severe  one. 

Only  3 cases  showed  spider  angiomata,  but  these  showed  evi- 
dence of  concomitant  cirrhosis  of  the  liver. 

Severity  of  the  disease  was  apparently  determined  more  by 
the  duration  of  the  jaundice  than  by  the  height  of  the  serum  bili- 
rubin content.  It  does  not  seem  necessary  to  perform  both  the 
serum  bilirubin  and  the  icteric  index  in  order  to  study  a jaundiced 
patient.  Either  will  suffice. 

The  thymol  and  cephalin-flocculation  tests  were  the  most  ac- 
curate in  diagnosis,  but  did  not  appear  to  have  prognostic  value  in 
infectious  hepatitis.  A positive  Hanger’s  test  apparently  is  not 
an  indication  to  maintain  the  patient  hospitalized  or  in  an  inactive 
status,  when  all  other  clinical  and  laboratory  signs  indicate  re- 
covery. When  the  Hanger’s  test  becomes  negative  during  the  course 
of  infectious  hepatitis,  it  does  not  necessarily  suggest  improve- 
ment, but  at  times,  the  progression  of  the  condition  into  the  more 
serious  state  of  the  cholangiolitic  form. 

The  cholesterol  ester  fraction  appears  to  have  prognostic  value, 
as  the  patient’s  earliest  signs  of  clinical  recovery  were  often  pre- 
ceded by  a definite  change  in  the  percentage  towards  normal.  As 
long  as  this  fraction  remained  sub-normal,  so  did  the  patient. 

The  highest  phosphatase  value  was  obtained  in  a patient  with 
the  cholangiolitic  form  of  infectious  hepatitis.  All  the  patients  who 
showed  a high  alkaline  phosphatase  close  to  the  onset  of  the  di- 
sease, became  severe  or  moderately  severe  cases. 

Hyperglobulinemia  was  a prominent  finding  in  this  series,  and 
abnormal  retention  of  bromsulphalein  at  the  time  of  discharge 
was  not  uncommon. 

Of  the  54  cases,  two  died.  In  one  case,  a liver  biopsy  showed 
evidence  of  the  cholangiolitic  form  of  infectious  hepatitis  and  cir- 
rhosis of  the  liver,  and  in  the  other,  autopsy  findings  revealed 
lesions  of  both  infectious  hepatitis  and  postnecrotic  cirrhosis. 

Long  term  follow-up  of  this  series  of  patients  is  not  as  yet 
available  but  it  is  contemplated. 
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THE  HEPATORENAL  SYNDROME 


HECTOR  F.  RODRIGUEZ,  M.D.* 

The  clinical  entity  characterized  by  hepatic  necrosis  and  as- 
sociated renal  insufficiency  has  been  the  subject  of  diverse  studies 
in  an  attempt  to  explain  its  etiology.  This  syndrome  has  been 
reported  following  biliary  surgery in  crushing  injuries  of  the 
liver, following  extensive  burns,  in  toxemias  of  pregnancy,'  as- 
sociated with  hepatotoxic  agents,^  ’*  and  in  biliary  and  hepatic  dis- 
eases in  general.  Pytel  in  1936^*’  reproduced  the  hepatorenal  syn- 
drome by  ligating  the  hepatic  artery ; Marangoni  et  aP^  have  report- 
ed its  presence  in  cases  of  the  Waterhouse-Friderichsen  syndromes; 
Schiffi-  reported  primary  liver  carcinoma  associated  with  oliguria, 
azotemia  and  terminal  uremia. 

It  is  therefore  not  infrequent  to  observe  clinically  the  combined 
hepatic  and  renal  damage  which  characterize  this  syndrome,  even 
though  the  mechanism  which  produces  it  is  not  clearly  under- 
stood. However,  it  is  generally  accepted  that  the  hepatorenal 
syndrome  is  one  of  the  large  variety  of  disorders  producing  de- 
generation of  the  distal  convoluted  tubules  of  the  kidneys,  and 
which  Lucke^-^  grouped  under  the  name  of  lower  nephron  nephrosis. 
It  is  not  in  the  scope  of  this  communication  to  discuss  the  various 
conditions  which  may  give  to  a lower  nephron  nephrosis,  some  of 
which  are:  crushing  injuries,  transfusion  reactions,  sulfa  intoxi- 
cations, burns,  chemical  nephrosis  (e.g.  bichloride  of  mercury  po- 
isoning) and  the  hepatorenal  syndrome.  Ever  since  Lucke  coined 
the  term  to  describe  the  pathologic  involvement  of  the  lower  ne- 
phron, an  extensive  literature  has  been  devoted  to  it. 

In  1913  Merklen  introduced  the  term  hepatorenal  syndrome 
to  point  out  the  relative  frequency  of  coincidental  hepatic  and  renal 
failures.  Reviewing  the  literature  on  the  subject,  what  appears 
to  be  the  cause  for  debate  is  the  mechanism  responsible  for  the 
renal  damage;  that  is,  whether  it  is  caused  by  the  precipitation 
of  bile  within  the  tubules  in  deeply  jaundiced  patients  (bile  neph- 
rosis) or  by  the  renal  ischemia  and  anoxia  produced  by  shock,  or 
as  a squela  of  the  vasomotor  collapse  accompanying  extensive  liver 
necrosis.  The  vasomotor  collapse  is  believed  to  be  due  to  the  ac- 
cumulation of  large  amounts  of  toxins  which  can  not  be  detoxified 
by  a failing  liver,’ or  to  Shorr’s  vasodepressor  material.’"’  Shorr 
and  his  associates  have  demonstrated  the  presence  of  a vasodepres- 
sor substance,  (VDM)  identified  as  Ferratin,  in  the  circulation 
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of  patients  with  decompensated  cirrhosis  of  the  liver  or  liver 
anoxia  resulting  from  hypotensive  states.  A second  enzyme 
system  in  the  liver  normally  inactivates  VDM,  but  deterioration 
of  this  VDM  inactivation  mechanism  is  precipitated  by  anoxia. 
Shorr  and  his  co-workers  have  demonstrated  that  VDM  or  Fer- 
ratin,  produces  a marked  antidiuretic  effect  when  infused  intra- 
venously in  dogs. 

As  Lichtman  showed/^*  in  cases  with  liver  disease,  renal  mani- 
festations occurred  more  frequently  in  the  presence  of  jaundice, 
so  that  biliary  nephrosis  must  be  an  important  factor  in  the  devel- 
opment of  the  hepatorenal  syndrome.  On  the  other  hand,  in  cases 
where  trauma  to  the  liver,  extensive  burns,  and  the  Waterhouse- 
Friderichsen  syndrome  have  led  to  oliguria  and  uremia,  the  marked 
tubular  lesions  have  been  attributed  to  renal  ischemia.  Hence,  a 
combination  of  factors  is  probably  at  play  in  most  cases  of  this 
syndrome. 

An  interesting  report  by  Marangoni  and  D’Agati,^^  published 
in  1944,  described  the  presence  of  the  hepatorenal  syndrome  in  the 
Waterhouse-Friderichsen  syndrome,  the  latter  being  characterized 
by  acute  hemorrhage  into  the  adrenal  glands  during  overwhelming 
septicemia,  followed  by  shock  and  circulatory  collapse.  It  was  ob- 
served by  the  authors  that  if  the  patients  survived  the  first  stage 
of  the  Waterhouse-Friderichsen  syndrome,  a second  or  hepato- 
renal stage  ensued,  with  oliguria  and  azotemia,  and  with  patho- 
logic findings  of  severe  toxic  hepatic  necrosis  and  degenerative 
changes  of  the  tubules  and  glomeruli.  It  is  their  feeling  that  the 
mechanism  responsible  for  the  appearance  of  the  hepatorenal  syn- 
drome when  adrenal  hemorrhages  occur  is  that  following  adrenal 
destruction  the  full  brunt  of  detoxication  falls  on  the  liver  and 
kidneys,  already  depressed  by  shock  and  toxemia.  The  failure  of 
the  liver  to  carry  out  its  detoxifying  function  results  in  toxic 
hepatic  necrosis  and  subsequently  leads  to  the  characteristic 
changes  in  the  renal  tubules  and  glomeruli. 

It  is  proper  to  state  now  that  originally  it  was  believed  by 
investigators  that  the  glomeruli  were  spared  in  lower  nephron 
nephrosis,  a fact  no  longer  considered  wholly  accurate.^ It  is 
true  that  the  most  marked  degenerative  changes  are  found  in  the 
ascending  part  of  Henle’s  loop  and  in  the  distal  convoluted  tubules, 
but  involvement  of  the  proximal  tubules  and  glomeruli  may  also 
be  encountered. 


CASE  REPORT 

J.T.C.,  a 53  year  old  white  male,  was  admitted  to  the  Medical 
Service  of  Damas  Hospital,  Ponce,  P.  R.  on  January  6,  1953,  with 
a history  of  jaundice  of  two  weeks  duration.  One  week  prior  to 
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admission  he  had  developed  increasing  lethargy  and  refused  to  eat. 
The  patient,  a chronic  alcoholic,  had  been  apparently  well  until  two 
weeks  before  admission  when  he  noticed  that  his  sclerae  and  skin 
were  yellow,  and  his  urine  dark  in  color.  At  the  same  time,  he 
developed  general  lassitude  and  malaise,  anorexia,  swelling  of  his 
abdomen  and  legs,  and  pain  in  his  right  upper  quadrant.  Pruritus 
appeared  in  the  week  before  hospitalization,  together  with  lethargy 
and  incoherent  speech.  His  relatives  stated  that  he  was  an  alcoholic 
and  that  in  recent  weeks  he  had  been  drinking  heavily,  ever  since 
his  two  sons  had  been  sent  overseas  for  military  service.  There 
was  no  history  of  past  fatty  food  intolerance,  previous  viral  hepa- 
titis, Schistosoma  mansoni  infestation,  ingestion  of  hepatotoxic 
agents  or  past  renal  disease. 

On  admission,  the  physical  examination  disclosed  a well  de- 
veloped, fairly  well  nourished  male,  showing  marked  icterus.  The 
temperature  was  98.6^F,  the  pulse  88  and  his  respiratory  rate  22. 
The  blood  pressure  was  110/80.  He  was  conscious  and  cooperative. 
The  head  and  neck  examination  disclosed  an  icteric  tinge  to  all 
mucosal  surfaces,  and  a smooth,  red  tongue,  suggestive  of  vitamin 
deficiency.  There  were  many  spider  nevi  on  the  chest.  The 
heart  and  lungs  were  normal.  The  abdomen  was  distended  with 
fluid;  the  liver  was  felt  three  finger-breaths  below  the  costal  cage 
and  was  tender;  the  spleen  was  not  felt.  There  was  2 plus  pit- 
ting edema  of  the  legs. 

Laboratory  studies  showed  a red  blood  cell  count  of  4,570,000 
with  90  hemoglobin,  a white  cell  count  of  32,600  with  88%  poly- 
morphonuclear leukocytes,  4%  lymphocytes  and  8%  monocytes. 
Urinalysis  showed  a specific  gravity  of  1.008,  a pH  of  5.0  and  mi- 
croscopically, 3-5  coarse  granular  casts  and  3-5  finely  granular  casts 
per  high  power  field.  The  urine  was  negative  for  sugar  and  ace- 
tone, and  positive  for  bilirubin.  Blood  serology  was  negative.  Stool 
examination  was  negative,  including  the  test  for  occult  blood. 
Icterus  index  was  93.6 ; cephalin  flocculation  was  3 plus  in  24  hours 
and  4 plus  in  48  hours;  the  Van  den  Bergh  test  was  directly 
positive  with  a total  serum  bilirubin  of  21.6  mg.%.  The  alkaline 
phosphatase  was  15  modified  Bodansky  units ; the  thymol  turbidity 
21  units;  the  prothrombin  time  was  19  seconds  with  a control  of 
12  seconds;  total  proteins  were  5.1  gm.*/  , albumin  being  1.1  gm.U 
and  globulin  4.0  gm.%.  The  chest  X-ray  was  negative. 

Therapy  consisted  of  a high  carbohydrate,  high  protein,  low 
fat  and  low  salt  diet,  which  was  changed  to  a low  protein  diet  as 
soon  as  renal  failure  was  apparent.  The  patient  was  given  multivita- 
min preparations,  including  vitamin  K,  crude  liver  extract  hyi)oder- 
mically,  and  intravenous  infusions  of  Amigen  and  dextrose  in  water. 

He  became  increasingly  toxic,  delirious,  and  showed  a marked 
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increase  in  jaundice.  One  week  after  admission,  the  icterus  index 
was  up  to  105.  His  urinary  output  became  scant,  and  laboratory 
studies  showed  a non  protein  nitrogen  of  124  mg.^^,  urea  nitrogen 
of  60  mg.7f  and  a creatinine  of  8 mg.  7.  The  carbon  dioxide  com- 
bining power  was  30  volumes  7 • An  electrocardiogram  showed 
evidences  of  myocardial  damage  but  no  suggestive  findings  of 
electrolyte  inbalance  (e.g.  hyperkalemia). 

Despite  attempts  to  combat  terminal  uremia,  the  patient  be- 
came comatose  and  died  on  the  22nd  of  January  1953,  sixteen  days 
after  admission. 


AUTOPSY 

The  body  was  that  of  a well  developed  and  well  nourished, 
markedly  icteric  man.  The  thoracic  organs  were  found  to  be  nor- 
mal ; no  esophageal  varices  were  found.  Two  thousand  cubic  centi- 
meters of  clear  ascitic  fluid  were  found  in  the  abdominal  cavity. 
The  liver  was  found  to  be  enlarged,  weighing  2,350  gm.  It  was 
hard,  nodular  in  appearance  and  green  in  color.  The  spleen  was 
atrophic,  weighing  only  70  grams.  It  was  also  hard  and  granular 
and  showed  the  same  greenish  pigmentation  seen  in  the  liver.  The 
kidneys  were  both  larger  than  normal,  the  right  weighing  240  gm. 
and  the  left  280  gm.  They  showed  marked  congestion,  were  bile 
stained  and  had  a soft  consistency.  The  rest  of  the  organs  were 
normal.  Microscopic  findings:  The  significant  findings  were  limi- 
ted to  the  liver,  spleen  and  kidneys.  Liver:  There  was  a marked 
increase  in  the  periportal  fibrous  tissue,  which  not  only  formed 
bands  between  adjacent  triads,  and  resulted  in  pseudolobule  for- 
mation, but  also  infiltrated  in  irregular  fashion  betv/een  the  cords 
of  liver  cells.  There  was  a marked  proliferation  of  small  bile  ducts. 
The  hepatic  cells  showed  advanced  fatty  changes  and  contained 
abundant  bile  pigment.  There  was  much  irregularity  in  the  size  of 
cells  and  in  their  nuclei.  The  bile  canaliculi  were  often  observed 
to  be  plugged  with  inspissated  bile.  Spleen:  There  was  early  fi- 
brosis of  the  pulp,  most  marked  just  beneath  the  capsule.  The  re- 
ticuloendothelial system  showed  a diffuse  hyperplesia,  the  pulp 
having  numerous  macrophages  with  a brownish  green  cast.  Kid- 
neys : The  epithelium  of  the  convoluted  tubules  exhibited  numerous 
vacuoles  which  varied  from  finely  foamy  ones  to  large  single  ones 
which  filled  most  of  the  cell.  In  other  areas  the  epithelium  showed 
only  marked  cloudy  swelling,  and  a greenish-brown  tinge.  The 
tubules  were  filled  with  coagulated  protein  and  numerous  bile  stain- 
ed, hyaline  casts,  especially  in  the  collecting  tubules.  The  glomeruli 
were  normal. 
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DISCUSSION 

This  case  illustrates  a rapidly  downhill  course  in  a chronic  al- 
coholic with  portal  cirrhosis,  in  which  the  fatal  termination  was 
accelerated  by  a concomitant  renal  failure. 

The  cause  of  death  in  cirrhosis  of  the  liver  is  usually  gastro- 
intestinal hemorrhage,  as  a result  of  bleeding  esophageal  varices 
in  most  instances,  or  hepatic  coma.  Douglas  and  Snell-**  in  an 
analysis  of  444  cases  of  cirrhosis  of  the  liver  found  gastrointestinal 
hemorrhage  to  be  the  cause  of  death  in  49.5%  of  the  cases  and 
hepatic  insufficiency  in  30.6%.  The  remaining  cases  of  this  series 
died  of  intercurrent  infection,  like  bronchopneumonia  and  perito- 
nitis, of  unrelated  causes,  and  of  renal  insufficiency.  The  case  re- 
ported in  this  presentation  is  definitely  one  in  which  the  rapid 
course  leading  to  death  was  accelerated  by  the  appearance  of  renal 
failure,  as  demonstrated  by  the  laboratory  evidence  of  uremia  and 
the  postmortem  findings  of  portal  cirrhosis  and  renal  degenerative 
changes  as  described  in  the  hepatorenal  syndrome. 

It  is  interesting  to  note  that  this  case  showed  a leukocytosis 
of  32,600  white  blood  cells  without  evidence  of  intercurrent  in- 
fection. This  is  in  accord  with  other  investigators  who  have  ob- 
served a leukocytosis  in  cases  with  acute  liver  necrosis.  Lucke,-^ 
in  125  fatal  cases,  observed  in  the  majority  of  them  a mild  increase 
in  the  white  blood  cell  count,  although  only  five  had  counts  higher 
than  15,000  and  only  one  had  31,000.  Snapper  and  Schaefer^^ 
reported  on  ten  cases  of  acute  yellow  atrophy,  all  of  which  had  a 
leukocytosis,  with  only  two  of  them  showing  evidence  of  an  inter- 
current infection. 

Several  authors  have  noticed  a normal  or  slightly  increased 
blood  creatinine  in  cases  of  lower  nephron  nephrosis* in  spite 
of  a marked  increase  in  both  the  non  protein  nitrogen  and  urea 
nitrogen.  This  discrepancy  is  attributed  to  their  feeling  that 
creatinine  is  excreted  mainly  by  the  glomeruli  and  reabsorbed  only 
minimally  by  the  tubules,  so  that  tubular  damage  alone,  they  be- 
lieve, will  not  produce  creatinine  retention.  This  differs  from  the 
findings  in  the  case  reported  in  this  paper,  in  which,  despite  glo- 
meruli pathologically  found  normal,  a high  creatinine  value  was 
found. 

A high  non  protein  nitrogen  value  is  present  in  many  cases 
of  hepatic  cirrhosis.  Hall  et  al--  have  reported  abnormally  high 
values  in  208  out  of  403  cases,  for  an  incidence  of  52%.  Several 
factors  are  offered  to  explain  this  increase  in  non  protein  nitrogen 
determinations.  In  cases  of  advanced  cirrhosis  of  the  liver,  there 
is  usually  terminal  cachexia  with  increased  breakdown  of  body 
proteins;  if  there  is  associated  gastrointestinal  hemorrhage,  there 
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is  blood  protein  digestion  with  a rise  in  non  protein  nitrogen; 
and  lastly,  there  might  be  secondary  renal  insufficiency  as  illustra- 
ted by  this  case,  with  diminished  urinary  output  and  an  abnormally 
high  non  protein  nitrogen  value.  In  the  latter,  the  diagnosis  is 
established  by  other  evidences  of  renal  failure,  such  as  oliguria 
or  anuria,  uriniferous  breath  and  stupor,  acidosis,  hyperpotassemia, 
and  other  characteristic  signs  of  uremia. 

The  pathologic  findings  in  this  case  showed  the  expected  liver 
changes  of  Laennec’s  or  portal  cirrhosis,  with  hepatic  nodularity 
and  hardness,  and  microscopically  by  marked  replacement  of 
hepatic  cells  by  fibrous  tissue,  pseudolobulation  and  bile  duct  proli- 
feration. If  classified  according  to  Hall  et  al,^-  the  liver  of  this 
case  would  have  been  included  in  their  second  or  subchronic  stage 
in  which  there  is  both  fatty  infiltration  and  portal  fibrosis,  as 
compared  to  their  first  or  subacute  stage  in  which  the  liver  is  very 
large  and  fibrosis  is  minimal  (fatty  stage)  and  the  third  or  atrophic 
stage,  characterized  by  the  small,  hobnail  liver.  In  the  latter  there 
is  very  little,  if  any,  fatty  infiltration,  fibrosis  being  the  outstand- 
ing pathologic  feature. 

Lucke-^  reported  that  in  the  majority  of  cases  of  liver  necrosis, 
at  postmortem  examination,  the  kidneys  were  swollen,  flacid,  and 
bile  stained,  a description  which  is  in  accord  to  the  renal  changes 
noted  in  these  cases.  Microscopically,  degenerative  changes 
were  limited  to  the  tubules  in  this  patient,  with  findings  of  nu- 
merous vacuoles  in  the  convoluted  tubules  and  many  bile  stained 
casts  in  the  collecting  tubules,  i.e.  a cholemic  nephrosis.  The  glo- 
meruli were  found  to  be  normal. 

In  cirrhosis  of  the  liver,  the  expected  changes  in  the  spleen, 
if  any,  are  those  of  congestive  splenomegaly,  so  often  encountered 
in  a:sociation  with  portal  hypertension.  However,  occasionally, 
autopsy  reveals  atrophy  of  the  spleen,  as  was  the  case  in  this 
patient.  Its  gross  appearance  showed  marked  contraction,  a gra- 
nular bile  stained  surface,  and  complete  distortion  of  the  normal 
rrchkectural  pattern.  Microscopically,  extensive  fibrosis  was 
encountered.  Boyd-'^  states  that  in  the  early  stages  of  chronic 
congestion  of  the  spleen  there  is  increase  in  size,  but  that  in  long 
standing  conditions,  the  spleen  may  become  a fibrous  organ.  The 
reason  for  this  fibrous  change  is  not  clear,  but  the  accumulation 
of  noxious  agents  in  the  organ,  might  be  the  etiologic  factor 
involved.  When  the  fibrous  tissue  shrinks,  the  spleen  may  become 
small  and  atrophic. 

It  is  the  general  consensus  of  opinion  that  the  management 
of  the  hepatorenal  syndrome,  as  in  all  cases  of  lower  nephron 
nephrosis,  should  be  conservative.  The  successful  treatment  of 
two  cases  of  the  hepatorenal  syndrome  by  exsanguinotransfusions 
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was  reported  in  1951  by  Snapper  and  Schaefer/^  but  the  merits 
of  this  method  have  apparently  not  been  properly  evaluated  yet. 
Therefore,  replacement  of  actual  body  fluid  loss  and  careful  ob- 
servation for  possible  electrolyte  inbalance  is  important.  Hyper- 
kalemia during  the  oliguric  or  anuric  sfage  may  occur  rapidly  and 
may  cause  death.  Hence,  accurate  intake  and  output  records, 
frequent  laboratory  determinations  of  non  protein  nitrogen,  urea 
nitrogen,  chlorides,  potassium  and  carbon  dioxide  combining  power, 
should  be  carried  out.  Repeated  electrocardiograms  should  be  per- 
formed to  determine  the  presence  of  hyper  or  hypokalemia. 

As  is  true  in  all  cases  of  lower  nephron  nephrosis,  in  the  hepa- 
torenal syndrome,  tubular  regeneration  starts  after  an  average  of 
ten  days.  The  stage  of  spontaneous  diuresis  ensues  at  that  time,  and 
severely  uremic  patients  often  recover  after  being  in  a seemingly 
terminal  condition.  After  the  onset  of  diuresis,  salt  and  water 
depletion  and  hypopotassemia  should  be  prevented  by  an  adequate 
fluid  and  potassium  therapy.  Unfortunately,  the  case  presented 
failed  to  respond  to  therapy  and  died  prior  to  this  stage  of  diuresis. 

SUMMARY 

1 —  The  report  of  a case  of  portal  cirrhosis  with  jaundice  and 
ascites  who  developed  renal  failure  terminally  is  presented.  The 
simultaneous  occurrence  of  severe  liver  disease  and  kidney  failure 
is  described  in  the  literature  as  the  hepatorenal  syndrome. 

2 —  The  pathologic  and  physiologic  alterations  encountered  in 
the  hepatorenal  syndrome  have  been  discussed.  A variety  of  condi- 
tions that  may  lead  to  this  clinical  syndrome  have  been  mentioned. 

3 —  The  clinical  features  of  the  case  reported  were  analyzed. 
The  pathologic  findings  in  autopsy,  consisting  of  portal  cirrhosis, 
atrophy  of  the  spleen,  and  biliary  nephrosis  were  discussed.  The 
renal  lesions  were  found  to  be  limited  to  the  tubules,  with  sparing 
of  the  glomeruli. 

The  author  is  indebted  to  Dr.  Mario  R.  Garcia-Palmieri  for 
his  keen  interest,  valuable  suggestions  and  cooperation  in  the  pre- 
paration of  this  paper. 
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DE  LOS  PULMONES 
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En  1944  Hamman  y Rich  presentaron  los  primeros  4 casos  de 
lo  que  ellos  llamaron  Fibrosis  Difusa  Intersticial  Fulminante  de  los 
Pulmones.  Y la  llamaron  así  porque  todos  sus  casos  murieron  poco 
tiempo  después  del  comienzo  de  la  enfermedad.  Desde  esa  fecha 
han  seguido  apareciendo  en  la  literatura  médica  informes  de  ca- 
sos bajo  el  mismo  título  hasta  1952  cuando  ya  se  han  reportado  14 
casos  en  total. 

El  caso  que  presentamos  hoy  podemos  decir  que  cuadra  en 
esta  nueva  clasificación.  Hasta  donde  puede  saberse  parece  que  es 
el  primero  relatado  bajo  este  nombre  en  Puerto  Rico  y el  tercero 
en  la  América  Latina  habiéndose  informado  2 casos  parecidos  en 
Uruguay  en  1948. 

Los  síntomas  principales  que  presentan  estos  pacientes  son 
los  siguientes:  tos,  con  cantidades  variables  de  esputos,  dolor  en  el 
pecho,  hemoptisis  ocasionalmente,  fiebre,  disnea  progresiva  y ciano- 
sis. Algunos  casos  han  presentado  dedos  en  forma  de  palillos  en  las 
manos  y pies.  La  enfermedad  comienza  súbitamente  en  la  gran 
mayoría  de  los  enfermos,  sin  embargo,  en  otros  ha  surgido  gra- 
dualmente. La  duración  de  la  enfermedad  desde  sus  comienzos 
hasta  la  muerte  también  ha  variado  desde  34  días  hasta  años. 
Nuestro  caso  vivió  8 años. 

Este  es  el  caso  de  un  hombre  blanco,  de  43  años  de  edad,  ve- 
terano de  la  segunda  guerra  mundial,  quien  viene  al  hospital  que- 
mdose  de  disnea  y cianosis.  La  historia  presente  comienza  en 
1944  en  la  ciudad  de  Nueva  YorK  cuando  nuestro  paciente  desarro- 
lla tos,  fiebre,  dolor  en  el  pecho,  y hemoptisis  y es  hospitalizado  en 
el  Hospital  Mt.  Sinai.  Allí  le  dijeron  que  presentaba  una  sombra 
en  su  pulmón  izquierdo  y lo  refieren  en  el  término  de  dos  semanas 
al  Hospital  Bellevue,  ya  que  en  dicho  hospital  sólo  disponen  de  12 
camas  para  enfermedades  del  pecho  y sólo  hacen  diagnósticos.  En 
Bellevue  el  paciente  permanece  sólo  una  semana,  con  hemoptisis 
todo  el  tiempo.  De  allí  lo  refieren  al  Hospital  Seton  donde  trataron 
de  ponerle  pneumotórax  sin  lograrlo.  Permanece  en  dicha  institu- 
ción por  15  días  con  hemoptisis  continuamente.  Es  transferido  a 
Sunmount  en  Toper  Lake.  Allí  le  practican  una  interrupción  del 
frénico  en  su  lado  izquierdo.  Después  de  dicha  operación  el  pa- 
ciente comienza  a experimentar  disnea  la  cual  continua  progresi- 
vamente hasta  su  muerte  8 años  más  tarde.  En  febrero  de  1946  es 
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dado  de  alta  de  este  hospital  y se  traslada  al  oeste  de  los  E.U.  don- 
de está  recluido  en  varios  hospitales  generales  en  California.  En 
febrero  de  1947,  decide  venirse  a Puerto  Rico.  En  noviembre  de 
1948  fué  hospitalizado  en  San  Patricio  donde  le  practicaron  una 
operación  de  mastoide. 

Su  historial  médico  no  nos  revela  nada  de  importancia  e inte- 
rés. El  paciente  niega  que  haya  estado  expuesto  a Bilharzia  en 
Puerto  Rico.  No  tiene  historial  de  infecciones  respiratorias  recu- 
rrentes. No  ha  estado  expuesto  a polvos  o gases  irritantes.  El 
era  chofer  y sirvió  10  meses  en  el  ejército. 

El  examen  físico  nos  revela  un  hombre  de  mediana  edad  en 
marcada  dificultad  respiratoria,  con  cianosis,  ortopnea,  y dedos 
en  forma  de  palillo,  en  ambas  manos.  Presenta  estertores  finos 
inspiratorios  y expiratorios  regados  en  ambos  lados  del  pecho.  No 
se  oyen  estertores  gruesos  ni  musicales.  Nunca  los  tuvo  durante 
sus  3 meses  de  hospitalización.  Existe  una  preponderancia  de  res- 
piración abdominal.  La  fase  inspiratoria  de  la  respiración  estaba 
relativamente  prolongada.  Se  notaba  elevación  del  tórax  durante 
la  inspiración.  Los  sonidos  respiratorios  se  oían  distantes.  Es  no- 
table la  ausencia  de  hallazgos  físicos  en  un  paciente  tan  enfermo. 

Resultado  de  los  Exámenes  del  Laboratorio: 

CR  4,550,000;  Hbg.  86%;  CB  8,950;  Polis  62%;  Linf. 
34%  ; EOS.  4%.  Indice  de  color  0.95;  sedimentación  corregida  40; 
Heces  - negativa.  Serología  - negativa.  Análisis  de  orina  - negativa. 
Esputo  - múltiples  laminillas  en  el  examen  directo  para  B.  K.  fue- 
ron negativos.  Exámenes  bacteriológicos  directos  del  esputo  - téc- 
nica de  Gram  - negativo  para  hongos.  Presentaba  una  mezcla  abun- 
dante de  estreptococos  y cocos  gram  negativos.  Cultivos  - Sabourand 
y tioglicolato  negativo  para  hongos.  Cultivos  - B.K.  - negativos. 
Prueba  de  Tuberculina  - negativa. 

Consulta  Cardiológica  (Dr.  E.  Marchand) 

E.K.G.  fué  negativo.  No  presentaba  evidencia  de  cor  pulmo- 
nale. No  había  evidencia  de  anomalía  cardiovascular,  para  expli- 
car el  cuadro  clínico.  No  había  hipertensión  pulmonar  probada  por 
la  ausencia  del  cor  pulmonale  y P2  normal.  Todo  esto  sugiere  que 
la  patología  debe  estar  localizada  en  los  alvéolos. 

Curso  de  la  Enfermedad  y Discusión: 

El  paciente  recibió  tratamiento  antibiótico,  nebulizaciones, 
ACTH,  oxígeno  continuamente.  Mejoraba  poco  temporeramente. 
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Fig.  1.  Esta  es  la  primera  placa 
del  paciente  tomada  al  ingresar  a 
la  clínica.  Revela  una  fibrosis  ge- 
neralizada en  ambos  campos  pul- 
monares. El  diafragma,  está  mar- 
cadamente elevado  en  el  lado  iz- 
quierdo. Nótese  la  diferencia  en  el 
tamaño  de  los  pulmones.  El  dere- 
cho pesó  620  gramos  mientras  que 
el  izquierdo  sólo  630. 


Fig.  2 El  peso  de  este  corazón  era  de  150 
gramos.  Las  cavidades  ventriculares  estaban 
contraídas  y normal  en  tamaño.  Las  válvu- 
las tienen  un  aspecto  normal,  normales  en 
tamaño  y anatómicamente  competentes.  Aho- 
ra  bien,  nótese  la  marcada  hipertrofia  ven- 
tricular derecha  la  cual  medía  1 cm.  en  es- 
pesor. La  pared  ventricular  izquierda  mide 
1.5  cms.  La  hipertrofia  ventricular  se  de- 
muestra por  el  espesor  de  la  pared.  Si  mide 
5 mm.  o más  ya  existe  hipertrofia.  En  un 
estudio  de  48  autopsias  en  casos  de  enfise- 
ma crónico  y enfisema  asociado  con  fibrosis, 
tuberculosis,  o silicosis,  informados  por  Scott 
y Garvin,  encontraron  que  el  ventrículo  de- 
recho medía  de  5 a 8 mm  en  espesor  y casi 
todos  los  pacientes  murieron  antes  que  el 
ventrículo  alcanzara  un  grueso  mayor. 


Fif.  3.  Esta  es  una  sección  grue-  Fig.  4.  Esta  es  una  sección  representa- 

sa  del  pulmón.  El  parénquiina  hq  tiva  del  parénqima  pulmonar  demostran- 

sido  reemplazado  extensamente  do  las  estructuras  quísticas. 
por  múltiples  espacios  quísticos 
que  le  imparten  al  tejido  pulmo- 
nar una  apariencia  de  esponja  o 
pan  de  abeja.  Estos  pequeños  bol- 
sillos de  aire  miden  de  1 a 10 
mm  en  diámetro.  Los  espacios 
son  multiloculares. 


PEDRO  J.  DVR  AND 


J32 

Siguió  un  curso  progresivo  hasta  morir  en  julio  17  de  1952  con 
síntomas  de  fallo  respiratorio.  Murió  por  sofocación  debido  a la 
insuficiencia  pulmonar,  secundaria  ésta  a la  destrucción  de  la  elas- 
ticidad pulmonar  y obliteración  de  la  ventilación  respiratoria  al- 
veolar. 

La  historia  en  este  caso  no  demostró  la  presencia  de  enferme- 
dad pulmonar  anterior  que  diera  lugar  a fibrosis,  no  existió  evi- 
dencia que  pueda  incriminar  un  agente  bacteriano  como  un  posible 
factor  etiológico.  Tuvo  fiebre  solamente  durante  el  período  agudo 
de  la  enfermedad  sin  repetirse  más  durante  el  curso  de  la  misma. 
No  presentó  nunca  inflamación  supurativa  del  árbol  tráqueo-bron- 
quial. Estos  hechos  sugieren  que  la  patogénesis  de  esta  enferme- 
dad no  depende  de  una  infección  bacteriana  anterior  o concomi- 
tante. Durante  la  fase  aguda  de  la  enfermedad  ocurre  una  pro- 
gresión rápida  de  los  síntomas,  con  disnea  severa,  cianosis  y he- 
moptisis ocasionalmente. 

Los  cambios  patológicos  fundamentales  consisten  en  un  au- 
mento en  el  tejido  conectivo  intersticial  con  impedimento  de  la  co- 
rriente sanguínea  en  los  pulmones.  El  desarrollo  de  edema  inters- 
ticial y transudación  de  líquido  a los  alvéolos  interviene  con  el  in- 
tercambio de  gases  y es  responsable  de  los  síntomas  clínicos  de  dis- 
nea y cianosis.  El  enfisema  es  el  resultado  de  la  hipernea  y los 
esfuerzos  respiratorios  del  paciente.  Si  esta  condición  persiste  los 
alvéolos  se  dilatan  y sus  paredes  se  rompen.  Según  Kirshmer  una 
presión  de  100  a 300  mm.  de  agua  presente  en  los  alvéolos  puede 
producir  una  rotura;  y durante  la  tos  la  presión  en  el  árbol  bron- 
quial puede  alcanzar  cifras  tan  altas  como  una  tercera  parte  de  la 
presión  atmosférica,  que  es  de  750  mm  de  mercurio.  La  unión  de 
los  alvéolos  dilatados  y rotos  nos  pueden  dar  grandes  cavidades 
(bulas  pulmonares).  Cuando  el  aire  se  escapa  a los  tejidos  inters- 
ticiales del  pulmón  (enfisema  intersticial)  puede  localizarse  en  el  te- 
jido conectivo  subpleural  para  formar  ampollas  pulmonares  (blebs). 

Este  caso  nos  prueba  que  la  fibrosis  pulmonar  no  es  siem- 
pre secundaria  a infección  como  lo  enfatizó  Miller  hace  más  de 
20  años.  La  opinión  hoy  día  es  que  muchos  agentes  etiológicos 
(hasta  75  se  han  mencionado)  pueden  provocar  una  proliferación 
fibroblástica  en  el  tejido  pulmonar.  Esta  reacción  es  la  respuesta 
del  tejido  a la  presencia  de  linfa  en  los  espacios  intersticiales  aso- 
ciada con  la  obstrucción  crónica  de  la  corriente  linfática. 

No  nos  ha  sido  posible  determinar  el  factor  etiológico  especí- 
fico en  este  caso.  Un  diagnóstico  anatómico  adecuado  se  ha  po- 
dido hacer  en  este  paciente  con  fibrosis  pulmonar  bilateral  clínica- 
mente indeterminada.  Si  considerarámos  la  lesión  básica  como  infla- 
matoria debía  ser  el  resultado  de  una  infección  por  virus  o irrita- 
ción química.  La  primera  posibilidad  debe  ser  seriamente  con- 
siderada. La  segunda  posibilidad  fué  casi  eliminada  por  el  histo- 
rial. 
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Fig.  5.  Esta  es  una  sección  del  parén-  Fig.  6.  Este  es  un  espacio  de  aire  con 
quima  demostrando  los  quistes  más  en  epitelio.  Nótese  la  hipertrofia  musen- 
detalle.  Nótese  la  diversidad  de  tama-  lar. 
ños,  el  parénquima  está  grandemente 
reducido,  el  dibujo  vascular  y bron- 
quial desfigurado.  Note  materia  albu- 
minosa coagulada  y células  de  conges- 
tión cardíaca  en  su  lumen. 


Fig.  7.  Aquí  se  demuestra  la  fibrosis  Pbg.  S.  Nótese  (luistc,  bromiuiolo.  ])a- 

pulmonar  e infiltrado  de  células  redon-  léiuiuima  contraído  y fibi-osis. 

das  pequeñas,  linfocitos,  células  de 

plasma  y pocos  eosinófilos  y neutrófi- 

los.  Kll  exudado  celular  está  también 

presente  en  el  estroma  d(í  la  pared  de 

los  quistes,  bronquiolos.  y en  un  menor 

grado  en  los  bronquios. 
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Fig.  9.  Aquí  podemos  ver  la  comuni- 
cación directa  de  un  bronquiolo  termi- 
nal con  un  espacio  quístico.  Demues- 
tra la  hipertrofia  marcada  del  músculo 
de  la.  pared  bronquiolar.  En  mi  opinión 
si  hubiera  sido  posible  tomar  cortes  en 
diferentes  planos  y múltiples  veríamos 
que  todos  estos  espacios  comunicaban 
con  un  bronquiolo  terminal  u otro  es- 
pacio alveolar. 


Fig.  10.  Aquí  aparecen  las  arte- 
rias pulmonares  intrínsecas  y arterio- 
los  demostrando  engrosamiento  por  es- 
clerosis. La  esclerosis  vascular  es  ca- 
racterística de  todas  las  formas  de  fi- 
brosis pulmonar  pero  en  este  caso  no 
es  el  factor  predominante  como  ocurre 
en  Ayerzas,  Esquistosomiasis,  esteno- 
sis mitral,  embolismo  y carcinomatosis 
metastásica. 


CONCLUSION 

Se  presenta  un  caso  de  fibrosis  difusa  intersticial  de  los  pul- 
mones. La  formación  de  múltiples  bulas  fué  el  resultado  de  la  pér- 
dida de  elasticidad  pulmonar  y el  esfuerzo  respiratorio  del  paciente. 

Sospechamos  que  esta  condición  puede  tener  varios  factores 
etiológicos.  Deseamos  expresar  nuestro  agradecimiento  al  Dr.  Fé- 
lix Reyes  por  su  excelente  estudio  histopatológico  y al  Dr.  E.  Mar- 
chand  por  su  brillante  consulta  cardiológica. 
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ROENTGENOLOGIC  DEMONSTRATION  OF  ESOPHAGEAL 

VARICES- 


LASZLO  EHRLICH,  M.D. 

Esophageal  varices  were  demonstrated  for  the  first  time 
roentgenologically  by  Wolf  in  1928.  The  mechanism  of  production 
Oi  esophageal  varices  is  better  understood  by  the  studies  of  Kega- 
ries,  who  injected  the  lower  end  of  the  esophagus  and  cardiac  end 
of  the  stomach  with  india  ink.  He  demonstrated  that  the  veins  of 
the  lower  end  of  the  esophagus  are  very  poorly  supported  by  loose 
connective  tissue,  thus  predisposing  to  the  formation  of  the  varices. 
In  contrast  to  this,  the  veins  of  the  region  of  the  cardia  are  strongly 
supported  and,  having  a rich  plexus  of  anastomoses,  offer  a marked 
resistance  to  the  flow  of  blood. 

Portal  hypertension  producing  esophageal  varices  is  the  result 
of  blockage  within  the  liver,  as  in  cirrhosis,  or  extrahepatically  as 
in  the  so-called  Banti’s  syndrome.  The  blood  is  forced  through  the 
coronary  and  short  gastric  veins  by  retrograde  pressure  and  enters 
the  systemic  circulation  by  way  of  esophageal  anastomoses.  Due 
to  the  poor  support  of  the  connective  tissue  in  the  lower  end  of  the 
esophagus  just  mentioned,  varices  are  produced.  These  veins  are 
constantly  exposed  to  trauma  because  the  pinchcock  action  of  the 
diaphragm  and  the  corrosive  effect  of  gastric  acid  in  case  of  re- 
flux; hence  the  occurrence  of  hemorrhages. 

The  demonstration  of  esophageal  varices  is  of  importance  in: 

1.  Sudden  and  massive  hematemesis,  clinically  obscure; 

2.  Persistent  melena,  with  atypical  G.  I.  symptoms; 

3.  Splenomegaly  of  unknown  cause; 

4.  Hepatic  cirrhosis,  when  liver  and  spleen  are  not  pal- 
pable. 

In  all  these  instances  the  demonstration  of  esophageal  varices 
indicate  the  presence  of  obstruction  of  the  portal  circulation  and 
the  potential  danger  of  exsanguinating  hematemeses. 

In  115  cases  of  esophageal  varices  studied  by  Higgins,  61  died 
of  hemorrhage.  Only  about  half  of  them  were  diagnosed  roent- 
genologically. Schatzki,  who  is  particularly  interested  in  this  pro- 
blem, also  believes  that  half  of  the  esophageal  varices  proved 
postmortem  are  not  demonstrated  roentgenologically.  Doctor 
Hodes,  on  the  other  hand,  in  a personal  communication  stated  that 
most  of  the  esophageal  varices  can  be  demonstrated  if  strict  ad- 
herence to  the  most  careful  technique  is  observed. 


* From  the  X-Rays  Service  of  San  Patricio  V.  A.  Hospital. 

Presented  at  the  Annual  Meeting  of  the  Puerto  Rico  Medical  Association, 
December  9-13,  1953. 
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Fig.  1 


Normally,  the  mucosal  pattern  of  the  esophagus  appears  as 
parallel,  thin,  longitudinal  folds.  (Fig.  1) 

In  the  presence  of  varices,  the  normal  mucosal  pattern  is 
markedly  altered.  The  folds  become  thickened  and  tortuous.  The 
bulging  of  the  veins  into  the  lumen  creates  a mottling  which  has 
been  described  as  the  ‘‘string  of  pearls”  sign.  This  moth-eaten, 
wormy  appearance  is  highly  characteristic.  (Fig.  2.) 


Fig.  2 
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Esophageal  varices  are  almost  always  located  in  the  lower 
end  of  the  esophagus.  They  may  extend  upwards,  involving  the 
whole  length  of  the  esophagus.  When  they  are  extensive,  their 
appearance  is  so  typical  that  the  diagnosis  is  obvious.  When  the 
varices  are  small  or  poorly  demonstrated  they  can  be  missed. 

From  the  point  of  view  of  differential  diagnosis,  the  question 
of  carcinoma  should  not  arise,  because  the  rigidity  so  characteristic 
of  a malignancy  is  never  present  in  esophageal  varices. 

Technique : 

In  my  experience,  the  most  satisfactory  mixture  for  demons- 
tration of  esophageal  varices  is  a fairly  thick  paste  of  barium, 
consisting  of  2 parts  of  barium  and  one  of  water.  Careful  stiring 
is  necessary  in  order  to  eliminate  the  presence  of  lumps  or  bubbles. 
(Fig.  3.) 


Fig.  3 


The  technique  followed  by  us  is  essentially  the  same  as  the 
one  used  by  Schatzki.  One  teaspoonful  of  barium  mixture  is  ad- 
ministered to  the  patient  in  the  recumbent  position,  face  down,  in 
a moderately  right  oblique  position.  After  watching  the  descent 
of  barium,  the  examination  is  particularly  concentrated  at  the  lower 
end  of  the  esophagus.  Spot  films  are  taken  when  most  of  the 
barium  has  entered  the  stomach.  Taking  a film  while  the  eso- 
phagus is  full  of  barium  is  usually  useless.  Then  spot  films  are 
taken  while  performing  the  Valsalva  and  Muller  maneuvers. 

In  the  Valsalva  test,  the  patient  attempts  expiration  after  a 
deep  inspiration,  with  glottis  closed.  In  practice,  he  is  asked  to 
take  a deep  breath  and  then  bear  down. 
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In  the  Muller  test,  he'  takes  a deep  breath,  expires  forcefully 
and  then  tries  to  breath  in,  with  his  mouth  closed  and  nose  pinched. 

In  the  Valsalva  maneuver  the  intrathoracic  pressure  is  in- 
creased and  in  the  Muller  maneuver  it  is  decreased.  Usually  when 
varices  are  present,  they  are  better  visualized  in  one  of  these 
maneuvers.  Theoretically,  the  varices  should  become  larger  during 
the  Muller  test,  because  of  the  increased  negative  pressure.  Un- 
fortunately, in  practice,  we  find  that  most  patients  are  unable 
to  cooperate  satisfactorily  in  performing  these  maneuvers.  (Fig.  4.) 


If  the  examination  in  the  prone  position  is  negative,  the  pa- 
tient is  turned  into  the  supine  position,  with  his  right  shoulder  up 
and  the  same  procedure  as  above  is  repeated.  Trendelenburg 
position  may  be  helpful  to  slow  down  the  passage  of  barium. 

It  is  stressed  that  varices  may  not  be  seen  during  fluoroscopy. 
Spot  films  taken  with  correct  coating  of  the  esophageal  mucosa 
and  in  different  positions  may  show  varices  that  were  not  visual- 
ized during  fluoroscopy. 

If  the  examination  as  outlined  leaves  the  slightest  doubt  as 
to  the  presence  of  esophageal  varices  a second  examination  should 
be  done.  Usually  repeated  examinations  can  give  a definite  answer 
1 most  cases. 

Radiographic  examination  without  fluoroscopy  is  absolutely 
unreliable  and  thereiore  is  condemned. 

In  Can  Patricio  Hospital,  in  our  small  series  of  17  cases  of 
esophageal  varices  8 were  demonstrated  roentgenologically,  that  is 
about  50%,  on  the  basis  of  a single  examination  for  each  patient. 
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However,  on  repeated  examinations,  15  were  demonstrated  out  of 
17,  which  is  about  90%.  (See  Table) 

In  patient  No.  7,  4 examinations  were  negative,  and  only  on 
the  5th  examination  was  the  clinical  diagnosis  of  esophageal  varices 
confirmed. 

Patient  No.  17  had  hematemesis,  but  his  varices  could  not  be 
demonstrated  in  spite  of  5 ‘‘barium  swallows”.  Still,  the  esopha- 
goscopist  could  readily  see  them.  Esophagoscopy  is  not  done  rou- 
tinely at  San.  Patricio  Hospital.  It  is  definitely  indicated  when  all 
the  roentgen  studies  are  negative  and  the  patient  bleeds. 

It  is  interesting  to  note  that  in  patient  No.  16,  there  is  no 
clinical  evidence  of  portal  hypertension.  (There  is  no  enlargement 
of  liver  or  spleen).  Yet  he  was  found  to  have  esophageal  varices 
on  repeated  X-ray  examinations  and  was  also  confirmed  by  eso- 
phagoscopy. (Fig.  5.) 


Fig.  5 

I have  presented  to  you  a brief  discussion  on  the  roentgeno- 
logic demonstration  of  esophageal  varices. 

In  conclusion,  I wish  to  reemphasize  the  following  points: 

1.  There  is  no  “routine”  technique  for  the  roentgenologic 
demonstration  of  esophageal  varices. 

2.  In  the  presence  of  a definite  clinical  suspicion,  a single 
) negative  examination  should  not  be  accepted  as  final. 

3.  It  is  believed  that  repeated  examinations,  employing  the 
most  careful  and  individualized  technique  should  succeed 
in  demonstrating  esophageal  varices  in  a high  percentage 
of  cases. 
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THE  REHABILITATION  OF  THE  LARYNGECTOMIZED 

PATIENT 


WILLIAM  REICHARD,  M.D.,  F.A.C.S.* 

During  the  past  7 years  24  veteran  patients  have  been  ad- 
mitted to  the  San  Patricio  Hospital  with  the  diagnosis  of  cancer 
of  the  larynx  and  hypopharynx.  Out  of  these,  11  cases  were  con- 
sidered suitable  for  total  laryngectomy  or  laryngo-pharyngectomy, 
partial  esophagectomy,  radical  neck  dissection  and  partial  or  total 
glossectomy.  One  case  was  treated  by  laryngofissure.  Seven  of 
these  operated  patients  are  alive  and  present  no  evidence  of  cancer 
after  periods  ranging  from  one  to  4^2  years. 

During  the  past  month  of  June,  three  cases  of  operable  cancer 
of  the  larynx  in  this  hospital  refused  surgery  and  were  treated  by 
deep  X-rays.  The  justified  fear  of  losing  their  voices  after  surgery 
has  cost  the  lives  of  many  patients.  We  as  physicians  and  oto- 
laryngologists must  accept  the  responsibility  of  enlightening  these 
unfortunate  patients  and  taking  fear  out  of  their  hearts.  Every 
effort  must  be  made  to  convince  the  patient  that  following  surgery 
his  voice  can  be  very  satisfactorily  rehabilitated.  The  fact  that  not 
less  than  30  articles  on  the  rehabilitation  of  the  laryngectomized 
patients  have  recently  appeared  in  English,  Spanish,  French  and 
Portuguese  medical  journals  testifies  to  the  growing  interest  on 
this  subject. 

Considering  the  tremendous  psychic  trauma  in  these  cases  it 
is  proper  to  start  well  ahead  of  surgery  with  the  psychologic 
preparation  and  encouragement  necessary  fo  accomplish  the  ad- 
justment of  the  patient  to  the  result  of  the  operation. 

There  are  three  ways  in  which  the  laryngectomized  patient 
may  be  rehabilitated: 

1.  The  electrolarynx. 

2.  The  Bell’s  artificial  larynx. 

3.  The  development  of  a bucopharyngeal  or  bucoesophageal 
voice. 

The  electrolarynx  is  a vibrating  plastic  disc  encased  in  a 
cylinder  and  activated  by  an  electric  battery.  The  instrument  is 
held  against  a selected  site  at  the  side  of  the  neck  while  vibrating 
and  the  lips  and  mouth  are  moved  as  if  in  normal  speech.  After 
prolonged  practice  a very  satisfactory  artificial  voice  may  be  pro- 
duced. 

The  Bell’s  artificial  larynx  is  a simple  device  similar  to  a 
harmonica.  The  instrument  is  temporarily  connected  to  the  per- 

* Otolaryngologist,  San  Patricio  Hospital,  Veterans  Administration  Center, 
San  Juan,  P.  R. 
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manent  tracheotomy  tube.  During  expiration  a distinct  audible 
sound  is  produced  which  is  channeled  into  the  mouth  thru  a mouth- 
piece where  modulation  into  words  is  accomplished.  A distinct 
monotone  is  thus  produced.  An  illiterate  individual  who  has  under- 
gone extensive  neck  surgery  and  X-ray  therapy  will  probably 
handle  a BelFs  artificial  larynx  best. 

Learning  to  use  an  artificial  larynx  is  not  like  putting  on  a 
pair  of  new  glasses  and  walking  away.  It  takes  a prolonged  period 
of  adjustment.  We  must  watch  our  patient,  lest  he  puts  the  arti- 
ficial larynx  under  his  pillow  and  forgets  about  it.  We  must 
convince  him  that  it  is  not  a disgrace  to  use  an  artificial  larynx. 
It  has  been  the  experience  in  this  hospital  that  very  soon  the  ap- 
prehension and  concern  over  the  results  of  the  operation  are  lost 
and  the  patient  with  his  new  voice  becomes  the  center  of  attraction 
and  all  his  fellow  patients  admire  him. 

There  are  a few  little  handicaps  in  using  an  artificial  larynx. 
When  the  patient  gets  a chest  cold  the  artificial  larynx  may  get 
plugged  with  secretions  and  frequent  cleansings  are  necessary  to 
be  able  to  produce  a distinct  sound.  One  of  our  patients  tells  us 
that  he  could  not  tell  his  girl  friend  a secret  while  in  the  theatre 
because  he  could  not  make  his  artificial  larynx  whisper.  Another 
patient  told  us  how  the  battery  of  his  electrolarynx  ran  down  in 
the  middle  of  a lively  conversation  and  he  did  not  have  a spare 
with  him. 

A good  buco-esophageal  or  buco-pharyngeal  voice  naturally 
is  the  goal  in  the  rehabilitation  of  the  laryngectomized  patient,  but 
unfortunately  it  is  not  always  feasible.  A proper  selection  of  the 
cases  is  most  important.  The  will  to  talk,  an  emotional  make-up, 
should  be  considered.  Until  very  recently  we  were  unable  to  secure 
the  services  of  a trained  speech  therapist.  We  are  very  pleased  to 
know  that  there  is  one  well  trained  therapist  in  the  Island,  whose 
services  are  at  present  available  to  the  laryngectomized  veteran. 

It  is  a good  plan  to  orient  and  adjust  the  patient  prior  to  sur- 
gery, discuss  with  him  normal  speech  production  and  the  develop- 
ment of  his  new  voive.We  have  been  fortunate  to  bring  in  one  of  our 
laryngectomyzed  patients  who  has  developed  a good  buco-pharyn- 
geal voice  and  talk  to  other  patients  before  and  after  surgery. 
He  has  convinced  many  patients  who  had  refused  surgery  of  the 
benefits  of  the  operation.  Thus  he  has  saved  several  lives.  He  has 
been  a real  source  of  inspiration  and  encouragement  to  the  patients 
as  well  as  to  us. 

Mrs.  Lois  Senft,  Supervisor  of  Speech  Pathology  at  Walter 
Reed  Army  hospital,  where  one  of  our  patients  was  sent  for  voice 
rehabilitation,  writes  us  the  following: 
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“All  of  the  patients  laryngectomized  at  this  hospital  are  pro- 
vided thorough  orientation.  This  includes: 

1.  Discussion  of  physiological  anatomical  changes  to  be  ex- 
pected following  surgery. 

a.  Chance  of  breathing. 

b.  Physical  limitations. 

c.  Etc. 

2.  Loss  of  speech. 

3.  Pseudo-voice  orientation. 

a.  Esophageal  voice. 

b.  Mechanical  devices. 

4.  Psychological  adjustment. 

5.  Showing  a film  “New  Voices”. 

6.  Play  phonograph  recordings  of  various  stages  of  progress 

in  the  acquisition  of  esophageal  voice. 

7.  A good  esophageal  voice  user  visits  the  patient. 

8.  Eructations  are  attempted  by  the  patient  prior  to  surgery. 

We  find  that  this  thorough  orientation  greatly  allays  fear  re- 
garding the  adjustment  following  the  surgery. 

As  soon  as  the  patient  is  medically  ready  to  commence  voice 
training  following  surgery  he  is  seen  individually  for  treatment. 
The  first  step  is  to  “make  a noise”.  A belch  is  demonstrated  and 
encouraged  with  cokes  or  coffee  or  even  water.  We  find  that  when 
we  become  too  technical  with  a patient,  he  fails  to  reach  the  goal 
of  making  a noise.  Only  as  a last  resort  do  we  outline  a step  by 
step  procedure  as  follows: 

1.  Put  lips  together. 

2.  Lock  air  as  you  swallow  until  a thump  is  heard. 

3.  Push  in  with  diaphragm. 

4.  Open  mouth  and  speak. 

Next  the  vowels  are  attempted  with  one  belch  per  vowel.  The 
eructation  is  extended  to  support  2,  3,  4,  5,  & 6 syllables  per  in- 
take. Volume,  pitch  variation,  and  quality  are  improved.  Using  the 
volume  meter  as  a measuring  device,  we  find  that  our  superior 
esophageal  voice  users  achieve  a level  of  60  db  or  conversational 
volume. 

Froechels  suggests  an  aspirate  method  of  speaking.  This  we 
encourage  following  some  success  with  the  belching  procedures 
outlined  above.  A quick  inhalation  with  mouth  open  seems  to  pro- 
vide the  necessary  4 cc  of  air  needed  for  2-3  syllable  words.  This 
technique  is  hard  to  put  across,  I think. 

The  refinements  of  esophageal  speech  are  attempted  through- 
out the  therapy.  Extraneous  intake  and  outgo  noise  is  discouraged, 
as  are  facial  contortions  and  other  distracting  movements”. 

Statistics  show  that  25%  of  all  laryngectomized  patients  are 
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not  suitable  candidates  for  buco-pharyngeal  speech.  The  factors 
which  influence  the  ability  to  achieve  a pseudo-voice  are  still  under 
research  and  investigation.  When  a partial  pharyngectomy  and 
upper  esophagectomy  are  performed  the  patient  will,  in  all  pro- 
bability, not  develop  a pseudo-voice  and  an  artificial  larynx  should 
be  the  choice.  Almost  every -patient  in  whom  the  pharynx  and 
esophagus  have  been  preserved,  should  develop  a good  pseudo- 
voice. Unfortunately,  many  of  our  cases  have  been  advanced  cases 
necessitating  more  radical  procedures  such  as  radical  neck  dis- 
section, partial  esophagectomy  and  pharyngectomy  and  several 
plastic  procedures  to  reconstruct  the  pharynx.  These  cases  ob- 
viously are  not  suitable  for  the  development  of  a pseudo-voice. 

The  laryngectomized  patient  in  general  has  few  handicaps 
once  his  voice  is  rehabilitated.  Certainly  he  can  not  swim,  or  the 
water  would  quickly  get  into  his  lungs  thru  the  permanent  tra- 
cheotomy and  cause  violent  coughing  spasm  which  incapacitate  even 
the  best  swimmer.  Deaths  produced  in  this  manner  have  been 
reported  among  excellent  swimmers.  Lifting  power  and  the  glottic 
pressure  at  defecation  are  diminished  or  lost,  hence  constipation 
is  frequent.  The  sensation  of  smell  is  totally  lost  because  no  air 
goes  into  the  olfactory  regions. 

Let  us  remember  that  anyone  who  belches  can  develop  a buco- 
pharyngeal  voice  after  laryngectomy.  Most  of  us  are  natural  ex- 
cellent Coca-Cola  belchers.  Some  of  us  are  probably  good  champagne 
belchers.  At  any  rate,  the  belch  is  the  beginning  of  a pseudo-voice. 

May  I stress  again  that  any  patient  can  be  rehabilitated  by 
one  or  more  of  the  methods  discussed.  With  a little  patience,  per- 
sistence and  understanding  from  patients,  physicians  and  voice 
therapists,  the  ultimate  goal  of  a pseudo-voice  will  be  usually 
achieved. 


PRESENTATION  OF  CASES 

Case  I.  C.  M.,  age  56,  had  a total  laryngectomy  at  San  Patri- 
cio Hospital  on  June,  1949.  He  had  received  deep  X-ray  therapy 
previously.  A large  pharyngeal  fistula  resulted  after  surgery, 
which  was  closed  by  several  plastic  operations.  Because  of  ex- 
tensive surgery  and  previous  radiation,  the  development  of  a 
pseudo-voice  was  out  of  the  question.  The  patient  is  illiterate.  He 
received  instructions  on  the  use  of  a Bell’s  artificial  larynx  which 
he  handles  very  well,  and  is  happy  with  it.  Four  and  one-half  years 
after  surgery  there  is  no  evidence  of  carcinoma  in  his  throat. 

Case  II.  D.  C.,  age  55,  is  an  alert,  intelligent  and  cooperating 
patient.  A total  laryngectomy  was  performed  at  San  Patricio 
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Hospital  on  June  19,  1950,  preserving  all  perilaryngeal  muscles. 
From  the  very  beginning  the  patient  showed  the  will  to  talk  and 
discarded  an  artificial  larynx.  He  was  transferred  to  the  Speech 
Correction  Center,  Walter  Reed  Army  Hospital,  for  speech  re- 
habilitation. Upon  his  return  to  Puerto  Rico  three  months  later 
he  had  developed  an  excellent  pseudo-voice.  At  present,  three  and 
one-half  years  after  surgery,  there  is  no  evidence  of  recurrence 
or  metastasis. 

We  have  had  the  opportunity  to  observe  this  patient  radio- 
logically  and  endoscopically  during  phonation.  A considerable  dila- 
tation of  the  esophagus  is  evident  on  X-rays  but  there  is  no  dif- 
ficulty during  deglutition. 

With  the  anterior  commisure  laryngoscope  we  have  observed 
folds  of  the  mucosa  at  the  entrance  of  the  esophagus.  These  vibrate 
and  move  very  much  like  the  vocal  cords  do  during  phonation. 
The  esophagus  acts  as  a reservoir  of  air  just  like  the  lungs  and  tra- 
chea do  in  normal  phonation.  In  this  altered  physiology  of  pho- 
nation, according  to  Ferrari,  the  patient  swallows  air  precisely  at 
the  beginning  of  inspiration,  at  which  time  the  esophagus  is  sub- 
jected to  negative  intrathoracic  pressure.  Next  the  esophageal  air 
is  expelled  thru  the  normal  cricopharyngeal  narrowing  and  the 
mucosal  folds  at  the  mouth  of  the  esophagus  during  expiration. 


Case  III.  C.  M.,  age  67,  suffered  from  epilepsy  and  carcinoma 
of  the  larynx  with  metastasis.  He  had  a total  laryngectomy  and 
right  radical  neck  dissection  at  San  Patricio  Hospital  on  April  18, 
1951.  Instruction  on  the  development  of  a buco-pharyngeal  voice 
was  unsuccessful.  This  patient  uses  an  electropharynx  with  satis- 
faction. Three  years  after  surgery  there  is  no  evidence  of  carci- 
noma in  his  throat  and  no  evidence  of  recurrent  metastasis. 

Case  IV.  C.  J.,  age  61,  had  a laryngectomy,  partial  pharyngec- 
tomy,  cervical  esophagectomy,  partial  thyroidectomy,  and  radical 
neck  dissection  at  San  Patricio  Hospital  on  October  10,  1952.  Several 
plastic  procedures  were  necessary  to  close  the  pharyngeal  defect. 
This  patient  is  not  suitable  for  the  development  of  a pseudo-voice. 
At  present  he  is  receiving  instructions  on  the  use  of  an  artificial 
larynx. 

Case  V.  N.  A.,  age  61.  A laryngectomy,  partial  pharyngec- 
tomy,  and  radical  neck  dissection  were  performed  at  San  Patricio 
Hospital  on  August  25,  1953.  There  is  a slight  postoperative  nar- 
^"owing  at  the  pharyngoesophageal  anastomosis.  The  patient  is 
being  rehabilitated  with  an  artificial  larynx  and  will  be  referred  to 
the  speech  therapist  for  further  rehabilitation  of  his  voice. 
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Case  VI.  C.  E.,  age  65,  had  a laryngofissure  for  carcinoma 
of  the  right  vocal  cord  on  October  11,  1953,  at  San  Patricio  Hospital. 
A very  hoarse  laryngeal  voice  was  present  three  weeks  after  opera- 
tion. His  voice  in  all  probability,  will  be  good  and  strong  within 
the  next  two  or  three  months.  Laryngoscopic  examination  at  pre- 
sent is  entirely  negative  except  for  the  operative  scar  in  the  right 
side  of  the  larynx. 

Case  VIL  L.  F.,  age  65,  had  a laryngopharyngectomy,  partial 
esophagectomy,  and  thyroidectomy,  and  a bilateral  radical  neck 
dissection  at  San  Patricio  Hospital  last  November  18.  The  post- 
operative course  has  been  satisfactory  and  because  of  his  extensive 
surgery  this  patient  will  probably  use  an  artificial  larynx  best.  He 
will  be  referred  to  the  speech  therapist  for  further  rehabilitation. 
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THE  REHABILITATION  OF  THE  HEMIPLEGIG  VETERAN* 


HERMAN  J.  FLAX,.  B.S.,  M.D.,  M.Sc.  (Phys.  Med.)** 

1 ■ 

Hemiplegia,  stroke'  or  apoplexy,  by  definition  is  a paralysis  of 
one  side  of  the  body.  It  is  also  characterized  at  the  onset  by  a 
disturbance  of  the  sensorium,  either  stupor  or  coma  prevailing. 

The  causes  of  hemiplegia,  by  . far  the  most  common  neurological 
condition  that  physicians  have  to  treat,  are  four,  namely: 

1 — Hemorrhage,  2 — Thrombosis,  3 — Embolism  and  4 — Direct 

Trauma.  /'THi  . ,0.1 

Cerebral  hemorrhage  is  the/ lusual  cause  of  apoplexy  in  the, 
elderly,  who  have  high  blood-pressure  changes,  arteriosclerosis,  and 
involvement  of  the  kidneys,  chronic  nephritis.  Other  important, 
etiological  factors  are : syphilis  of  the  cerebral  arteries,  lead  or 
alcoholic  intoxications  and  infectious  diseases./ 

Thrombosis  is  the  development  of  a plug  or  clot  in  a cerebral 
artery,  formed  by  the  coagulation  of  the  blood,  and  remaining  at 
the  point  of  its  origin.  This  type  of  stroke  is  also  found  in  the 
aged,  who  have  arteriosclerosis  with  damage  to  the  intima  of  the 
arteries. 

' li..  ..,1U  . y 

Embolism  is  found  in  a younger  person  and  is  the  sudden 
blocking  of  a cerebral  artery  by  a clot  or  obstruction,  which  has 
been  brought  to  its  place  by  the  blood  current.  The  source  is  the 
damaged  valves  of  the  heart,  from  the  wall  of  the  pulmonary  vein 
or  aorta,  the  result  of  rheumatic  fever  and  bacterial  endocarditis. 

Traumatic  hemiplegia,  a common  occurrence  in  war,  is  secondary 
to  direct  brain  damage  caused  by  sheer  force,  cranial  fractures, 
gunshot  wounds  or  complications  of  surgical  procedures  in  the 
brain.  The  present  study  does  not  include  these  patients,  as  the 
young  veterans  admitted  to  San  Patricio  Veterans  Administration 
Hospital  attended  special  rehabilitation  centers  for  the  hemiplegia 
in  the  United  States  and  were  usually  self-sufficient  upon  arrival 
in  Puerto  Rico. 

Each  of  these  conditions  requires  similar  methods  of  rehabi- 
litation. However,  it  is  important  for  the  physician  to  diagnose 
correctly  the  etiological  factor,  so  as  to  select  the  proper  time  to 
begin  treatment.  Those  patients  suffering  from  a cerebral  hemor- 
rhage should  wait  at  least  three  weeks  before  being  allowed  out  of 
bed.  Those  with  embolism  or  thrombosis  may  be  permitted  out  of 
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and  Rehabilitation,  University  of  Puerto  Rico  School  of  Medicine. 
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bed  as  soon  as  they  have  recovered  from  the  loss  of  consciousness 
and  are  rational,  provided  there  are  no  other  constitutional  contra- 
indications. Those  cases  of  hemiplegia  in  which  the  rehabilitation 
measures  cannot  keep  up  with  the  pathological  process,  as  in  car- 
diac failure,  encephalomalacia  and  malignant  hypertension,  should 
be  excluded  from  treatment. 

Covalt^  has  pointed  out  that  the  physician,  who  sees  a hemi- 
plegic patient  for  the  first  time,  may  utilize  two  simple  tests  to 
determine  whether  or  not  he  may  walk  again.  “If  the  patient  is 
able  to  move  the  arm  on  the  affected  side  freely,  there  is  every 
reason  to  believe  he  will  be  able  to  walk  since  the  arm  is  usually 
more  affected  than  the  leg  on  the  paralyzed  side.  If  the  patient 
is  able  to  raise  the  affected  leg  an  inch  or  two  off  the  sheets  while 
in  a supine  position,  there  should  be  sufficient  muscle  power  re- 
maining to  permit  him  to  walk  again.” 

The  purpose  of  a program  of  rehabilitation  for  the  hemiplegic 
patient,  according  to  Deaver-,  is  as  follows:  “1 — To  prevent  deform- 
ities, 2 — To  treat  deformities  if  they  occur,  3 — To  retrain  the 
patient  in  ambulation  and  elevation,  4 — To  teach  the  patient  to 
perform  the  activities  of  daily  living  and  working  with  his  affect- 
ed arm  and  hand,  5 — To  retrain  the  affected  arm  and  hand  to  its 
maximum  capacity  and  6 — To  treat  the  facial  paralysis  and  speech 
disability  if  they  are  present”. 

“When  a patient  is  accepted  for  rehabilitation”,  Rusk'^  sug- 
gests, “He  is  first  given  a careful  physical  examination.  Next,  a 
muscle  test  is  given  to  determine  the  power  of  both  affected  and 
unaffected  muscles.  The  range  of  motion  of  the  joints  is  checked 
and  recorded.  He  is  also  given  the  activities  of  daily  living  test.” 

In  the  Veterans  Administration,  these  activities  of  daily  living 
test  consists  of  154  items,^  divided  into  eating,  communication, 
hygiene,  dressing  locomotion,  househould  and  miscellaneous  acti- 
vities. The  scores  indicate  the  skill  accomplished  within  a reason- 
able time  and  are  recorded  in  the  following  manner: 

0 —  Cannot  be  accomplished. 

1 —  Can  be  accomplished  with  human  aid. 

2 —  Can  be  accomplished  with  adaptation  of  environment  (low 
bed,  special  toilet  seat,  ramp,  etc.) 

3 —  Can  be  accomplished  with  the  use  of  mechanical  aids 
(splints,  braces,  prostheses,  crutches,  wheelchair,  etc.). 

4 —  Can  be  accomplished  without  aids,  adaptation  or  assistance. 

The  initial  test  is  scored  in  red,  and  the  changes  in  condition 
are  noted  by  inserting  the  data  in  the  proper  blank.  Those  blanks 
filled  with  0 and  1 indicate  the  activities  which  the  patient  must 
learn  to  perform  if  he  is  to  return  to  an  independent  life. 

Careful  evaluation  must  also  be  made  of  the  mental  status  of 
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the  hemiplegic  patient.  The  patient  must  be  orientated  as  to  time, 
place  and  object,  as  well  as  to  be  able  to  retain  instructions  given 
nim  the  daj^  before  or  even  an  hour  previously.  It  is  obvious  when 
learning  ability  is  affected  to  the  extent  of  loss  of  memory,  rehabi- 
litation is  not  feasible  regardless  of  the  return  of  motor  power. 
On  occasions,  it  may  be  advisable  to  employ  the  services  of  a 
psychologist  or  even  a psychiatrist  to  evaluate  the  mental  capacity 
of  the  patient.  This  is  especially  important  if  the  family  will  not 
accept  the  diagnosis  of  cortical  degeneration. 

If  treatment  is  started  early  there  will  be  no  complicating 
painful  deformities  that  require  prolonged  physical  therapy.  While 
ihe  patient  is  still  in  bed,  a foot  board  will  prevent  foot  drop.  Some- 
times, a posterior-leg  splint  will  prove  more  practical.  If  a splint 
is  used,  care  must  be  taken  that  a decubitus  ulcer  does  not  devel- 
op on  the  heel.  However,  this  is  readily  cured  by  relieving  the 
pressure  of  the  heel  against  the  splint  or  mattress,  using  a foam- 
rubber  ‘‘do-nut’’.  Sand  bags  are  placed  against  the  external  border 
of  the  affected  thigh  and  leg  to  prevent  external  rotation.  In  order 
to  avert  the  abductor  deformity  of  the  shoulder,  a pillow  is  wed- 
ged into  the  axilla.  These  deformities  can  also  be  avoided  by  having 
the  physical  therapist  or  a member  of  the  family  carry  each  joint 
of  the  involved  and  uninvolved  sides  through  a complete  range 
of  motion  twice  daily.  Quadriceps  and  gluteal  muscle  setting  as 
well  as  proper  breathing  exercises  are  instituted  to  maintain  muscle 
strength  and  aerate  the  lungs. 

After  the  acute  phase  of  the  illness  has  passed,  the  patient 
is  ready  to  begin  more  active  rehabilitation  measures.  A tripod  is 
suspended  from  an  overhead  (Balkan)  frame,  or  a rope  of  braided 
bandage  is  attached  to  the  foot  of  the  bed.  The  patient  is  instructed 
to  grasp  the  tripod  or  bandage,  using  the  good  hand  to  anchor  the 
affected  one,  and  pull  himself  up  slowly  into  a sitting  position. 
Sitting  up  in  bed  early  will  help  reestablish  balance  and  save  the 
patient  many  days  of  practice  when  he  begins  to  stand  again. 

If  the  patient  is  aphasic,  speech  therapy  should  be  started  as 
early  as  possible.  This  therapy  should  be  given  by  or  under  the 
direction  of  a trained  speech  pathologist.  If  this  is  impossible,  a 
teacher  of  speech  from  one  of  the  local  schools  or  an  intelligent 
member  of  the  family  can  be  shown  enough  of  the  principles  of 
speech  retraining'*  *’  to  begin  this  program.  Although  the  speech  has 
been  affected,  the  family  should  be  made  to  understand  that  the 
intelligence  of  the  patient  has  not  deteriorated. 

A system  of  pulleys'  can  be  arranged  over  the  head  of  the 
bed  or  attached  to  the  Balkan  frame,  so  that  pulley  therapy  can 
be  started  while  the  patient  is  still  in  bed.  The  involved  leg  and 
arm  can  be  tied  to  the  pulley  rope,  and  movements  initiated  with 
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the  sound  arm  and  leg.  This  procedure  will  prevent  ankylosis  and 
a painful  shoulder  joint  as  well  as  train  the  patient  in  reciprocal 
motion,  which  is  essential  in  walking.  Pulley  therapy  should  be 
carried  out  for  at  least  fifteen  minutes,  three  times  daily,  conti- 
nuously through  the  rehabilitation  training  period. 

Ambulation  should  be  attempted  as  soon  as  the  patient  has 
recovered  some  of  his  strength  and  is  able  to  sit  on  the  edge  of  the 
bed.  At  first,  balancing  is  practiced  in  the  standing  position  in 
parallel  bars  or  using  the  backs  of  two  kitchen  chairs  placed  by 
the  side  of  the  bed.  Next,  still  using  the  chairs,  the  patient  should 
be  taught  heel-toe  walking  in  a reciprocal  gait  pattern. 

At  times,  a brace  may  be  necessary  to  correct  the  foot  drop. 
A short,  double-bar  brace  with  a 90  degree  stop  at  the  ankle  joint 
will  hold  the  toes  up,  and  if  a Y strap  is  attached  to  the  lateral  side 
of  the  shoe  to  buckle  over  the  medial  bar,  supination  or  inversion 
of  the  foot  will  be  corrected.  This  type  of  brace  gives  the  patient 
confidence  so  that  he  will  flex  his  hip  and  knee.  Sometimes,  it  may 
be  indispensable  to  use  a long-leg  brace  because  of  quadriceps  weak- 
ness. If  the  type  is  ordered,  the  knee  should  be  unlocked  by  slip- 
ping the  ring  placed  on  the  medial  bar,  since  the  patient  can  get 
to  this  side  easier  with  his  good  hand.  Approximately  50  per  cent 
of  the  hemiplegic  patients  will  require  a brace. 

The  patient  progresses  to  the  use  of  crutches  and  the  four- 
point  gait.  Then,  he  is  taught  a reciprocal  gait  pattern  using  a 
cane  and  finally  without  the  cane.  In  the  advanced  stages  of  am- 
bulation he  is  taught  to  climb  stairs,  cross  roads,  to  get  into  a bus 
or  automobile  and  outdoor  walking. 

The  hand  of  the  hemiplegia  is  the  last  to  recover  and  in  most 
cases  does  not  recover  completely.  Ninety  per  cent  of  all  hemiple- 
gics  can  be  taught  ambulation, but  very  few  can  be  expected  to 
regain  full  use  of  the  involved  hand  even  with  prolonged  muscle 
reeducation. 

The  exercise  program--  for  retraining  the  affected  arm  should 
be  started  while  the  patient  is  developing  one  arm  skills  with 
the  unaffected  arm.  This  program  depends  entirely  on  the  patient, 
who  should  be  continually  encouraged  by  the  physician.  The  phy- 
sical therapist  must  work  with  the  patient  so  that  he  understands 
each  exercise,  the  purpose  and  the  manner  of  performance  in  order 
to  achieve  the  maximum  results.  The  purpose  of  upper  extremity 
exercises  is  to  strengthen  the  muscles,  prevent  contractures  and 
fibrosis  of  the  joints  and  to  facilitate  the  use  of  the  hand  in  per- 
forming some  of  the  activities  encountered  in  daily  living,  such  as 
holding  a paper  down  while  writing. 

The  fingers  of  a spastic  heiiii|)legia  are  most  difficult  to  re- 
educate for  any  useful  purpose.  If  the  dominant  hand  is  paralyzed. 
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it  is  more  advisable  to  train  the  uninvolved  hand  to  perform  the 
necessary  hand  and  finger  functions.  Occasionally,  a cook-up  splint 
or  a pan-cake  splint  combined  with  a wrist  splint  may  be  useful 
if  the  fingers  are  tightly  flexed.  Sometimes,  for  esthetic  value  and 
to  prevent  dependent  edema  of  the  hand  and  fingers,  a sling  is 
used.  This  is  not  encouraged  as  it  interferes  with  reciprocal  move- 
ments of  the  upper  extremity,  and  the  lack  of  use  will  promote 
fibrous  ankylosis  of  the  shoulder  and  finger  joints. 

Occupational  therapy  is  of  great  value  in  retraining  the  upper 
extremity,  because  it  combines  exercise  and  retraining  with  inter- 
esting activity.  Covalt  and  Yamshon**’  found  the  use  of  the 
tonic  neck  reflexes  valuable  in  the  functional  training  of  the  hemi- 
plegic arm.  They  demonstrated  that  the  spastic  hemiplegic  patient 
can  extend  his  elbow  to  a greater  degree  and  with  greater  strength 
when  the  face  is  turned  toward  the  involved  side. 

Training  in  handling  self  or  self-care  activities  is  an  extremely 
important  phase  of  rehabilitation  of  the  hemiplegic  since  most  of 
these  patients  do  not  recover  all  their  functions  completely.  For 
those  patients  whose  disability  is  permanent,  there  are  a host  of 
gadgets  or  self-help  devices,^  ^ that  will  enable  the  patient  to  ac- 
complish an  activity  by  himself  or  with  the  least  possible  help  from 
someone  else.  These  objects  should  be  given  to  the  patient  only 
as  a last  resort,  when  all  other  methods  of  functional  retraining 
have  failed.  They  are  usually  of  the  one-handed  variety,  such  as  a 
knife  that  cuts  by  rocking  rather  than  sawing  and  a hand  brush 
that  fastens  to  the  wall  with  suction  cups. 

The  physician  can  offer  many  helpful  hints  that  will  make 
dressing  easier.  For  example,  use  snaps  on  clothing  instead  of 
buttons  or  zippers.  Neck-ties  or  bow-ties,  that  come  already  tied, 
can  be  clipped  to  the  collar.  Also,  rubber  shoe  laces,  that  do  not 
have  to  be  tied,  can  be  purchased. 

Furthermore,  a special  one-handed  typewriter  and  numerous 
one-handed  telephone  aids  are  on  the  market  to  assist  in  communi- 
cation. Also,  if  a wheel  chair  is  finally  found  to  be  essential,  a 
one-arm  drive  with  the  side  of  the  drive  specified  should  be  pur- 
chased instead  of  the  ordinary  two-wheel  drive.  These  are  only 
a few  of  the  many  self-help  devices  that  can  be  employed  to  make 
life  easier  for  the  hemiplegic  patient. 

Review  of  Patients: 

Eighteen  patients  were  referred  for  rehabilitation  of  their 
hemiplegia  to  the  Physical  Medicine  and  Rehabilitation  Service  at 
San  Patricio  Veterans  Administration  Hospital  from  August  1,  1951 
until  July  31,  1953.  No  patient  died  while  undergoing  treatment 
or  had  a second  cerebral  vascular  accident. 
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One  patient  (No.  1)  signed  himself  out  of  the  hospital  before 
little  more  than  bed  activities  were  started.  Only  one  patient  (No. 
17)  suffered  a setback  while  undergoing  treatment.  He  was 
stricken  with  a coronary  occlusion,  while  walking  to  the  Physical 
Therapy  Section,  necessitating  immediate  curtailment  of  all  activi- 
ties. This  patient  was  not  a good  risk  from  the  beginning  as  he 
was  hospitalized  for  treatment  of  an  auricular  fibrillation  and  myo- 
^cardial  damage  from  a previous  coronary  occlusion  at  the  time 
fof  his  stroke. 

"■  A third  patient  (No.  7)  could  not  be  rehabilitated  because  of 
widespread  cortical  deg^eneration,  despite  satisfactory  return  of 
motor  power.  This  patient  was  admitted  with  a quadriparesis  and 
aphasia  the  result  of  multiple  cerebral  thromboses.  In  a few  weeks, 
the  rightsided  palsy  cleared  up,  but  his  aphasia  did  not  improve. 
Gradually,  his  left  side  became  stronger,  but  the  patient  could  not 
•understand  the  purpose  of  treatment  and  could  not  remember  from 
, one  minute  to  the  next  what  was  taught  him.  At  the  present  time, 
he  is  convalescing  in  a Veterans  Administration  Contract  Hospital, 
a v/heel-chair  invalid,  the  only  patient  unable  to  return  to  his 
home. 

Except  for  these  three  patients,  all  the  others  have  made  a 
satisfactory  return  to  normal  life.  It  is  true  that  none  have  re- 
turned to  gainful  employment,  but  they  are  still  alive  and  parti- 
cipate in  the  decisions  of  their  families  and  are  no  burden  to  their 
household.  Any  attempt  to  interest  them  in  vocational  rehabili- 
tation was  met  with  a negative  response,  and  little  could  be  done 
to  change  their  attitude.  This  feeling,  in  part,  may  be  due  to  their 
receiving  a pension  for  physical  disability.  But,  it  is  also  true, 
that  there  are  practically  no  opportunities  for  employment  of 
elderly  hemiplegic  patients  in  Puerto  Rico,  considering  their  physic- 
al and  environmental  limitations.  On  the  other  hand,  the  young 
veterans  with  traumatic  hemiparesis  entered  whole-heartedly  into 
a program  of  Vocational  Education  and  Rehabilitation. 

r ^ ' CONCLUSION 

A program  for  ^he  rehabilitation  of  the  hemiplegic  patient  is 
a simple  and  an  effective  one,  but  it  must  be  followed  judiciously 
to  insure  maximum  Lf'nrfit.  With  1he  cooperation  of  nati^^nt 
and  of  the  family,  who  must  help  carry  out  the  rehabilitation 
im^ethods  under  medical  supervision,  many  of  the  complications, 
'usually  found  in  the  untreated  hemiplegic,  can  be  avoided,  and  the 
return  to  a normal  life  facilitated. 
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Introducción: 

El  origen  de  la  psicología  clínica  como  campo  de  estudio  cien- 
tífico se  puede  trazar  a los  estudios  de  Francis  Galton  sobre  dife- 
rencias individuales.^  Su  desarrollo  incluye  las  investigaciones  ex- 
tensas sobre  diagnóstico  y tratamiento  de  enfermedades  mentales 
en  los  últimos  veinte  años,  especialmente  a raíz  de  la  Segunda 
Guerra  Mundial.  Durante  toda  su  historia  la  psicología  clínica  ha 
estado  íntimamente  ligada  a la  medicina,^**  y hoy  en  día  el  psicó- 
logo clínico  es  parte  integral  del  grupo  psiquiátrico  para  el  diagnós- 
tico y tratamiento  de  alteraciones  emocionales.  Aunque  la  psico- 
logía clínica  es  una  profesión  joven,  su  prestigio  tanto  en  los  Esta- 
dos Unidos  como  en  otros  países  va  en  aumento.  Debido  a que  su 
aparición  en  Puerto  Rico  es  reciente,  quizás  sea  prematuro  prede- 
cir su  futuro  en  la  Isla.  Este  dependerá  mayormente  de  su  acepta- 
ción por  la  profesión  médica  y la  contribución  que  los  psicólogos 
clínicos  puedan  hacer  a la  medicina.  El  presente  ensayo  tiene  co- 
mo propósito  considerar  algunos  de  los  aspectos  en  que  estas  dos 
profesiones  pueden  colaborar. 

LouttiU  dice  que  “el  objetivo  primario  de  la  psicología  clínica 
es  el  ajuste  o reajuste  satisfactorio  del  individuo  a un  medio  am- 
biente.” Para  llevar  a cabo  este  objetivo  el  psicólogo  clínico  trata 
de  entender  la  conducta  del  individuo  en  términos  de  sus  reacciones 
a la  vida  diaria,  de  entender  el  ambiente  del  individuo  que  se  es- 
tudia, de  encontrar  las  áreas  de  conflicto  entre  el  individuo  y su 
ambiente,  y de  ayudar  al  individuo  a efectuar  los  cambios  que  sean 
necesarios  para  establecer  una  relación  más  satisfactoria  con  los 
que  le  rodean.  Para  esto  el  psicólogo  debe:  primero,  entender  al 
individuo  y su  ambiente;  segundo,  ayudar  al  individuo  a manejar 
su  ambiente;  y tercero,  mantenerse  alerta  para  mejorar  sus  técni- 
cas. En  otras  palabras,  las  funciones  del  psicólogo  clínico  con:  diag- 
nósticas, terapéuticas  y de  investigación  científica. 

Preparación  académica : 

Veamos  cuál  es  la  preparación  académica  y práctica  del  psi- 
cólogo clínico.  Esta  consiste  de  ocho  años  de  estudios;  es  decir, 

* Revisado  en  la  Administración  de  Veteranos  y publicado  con  la  aprobación 
del  Director  Médico  en  Jefe.  Las  declaraciones  y conclusiones  publicadas 
por  el  autor  son  el  resultado  de  su  propia  investigación  y no  reflejan  nece- 
sariamente la  opinión  o la  política  de  la  Administración  de  Veteranos. 

**  Del  Servicio  de  Psiquiatría  y Neurología  de  la  Administración  de  Veteranos 
de  San  Juan,  P.  R. 
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además  del  bachillerato,  se  requieren  cuatro  años  adicionales  de 
estudios,  uno  de  los  cuales  se  dedica  a un  internado  en  un  ambiente 
neuropsiquiátrico.  Este  internado  da  experiencia  en  el  manejo 
práctico  de  casos,  similar  a los  internados  en  medicina.-^  La  pre- 
paración académica  conduce  al  grado  de  Doctor  en  Filosofía.  A los 
cinco  años  de  experiencia  clínica  obtenida  después  del  doctorado, 
el  psicólogo  clínico  puede  tomar  los  exámenes  de  la  Junta  Ameri- 
cana de  examinadores  en  Psicología  Profesional.  Es  deseable  que 
los  psicólogos  sean  miembros  de  la  Asociación  Americana  de  Psi- 
cología ya  que  esta  organización  tiene  normas  altas  para  la  admisión 
de  sus  miembros  y un  código  de  ética  que  estará  llamado  a seguir 
el  psicólogo. 

La  Práctica  de  la  Psicología  Clínica: 

La  primera  función  del  psicólogo  clínico  (diagnóstico)  se  lleva 
a cabo  por  medio  de  entrevistas  con  fines  de  evaluar  al  paciente. 
Los  psicólogos  en  general  son  mejor  conocidos  en  el  campo  de  la 
medición  de  la  personalidad,  inteligencia,  etc.,  y es  quizás  por  esto 
que  sean  frecuentemente  llamados  “psicómetras.”  Pero  debemos 
subrayar  que  el  uso  de  pruebas  psicológicas  no  es  la  única  técnica 
que  utiliza  el  psicólogo  clínico  para  el  diagnóstico  de  alteraciones 
psicológicas.  Las  pruebas  constituyen  solamente  un  medio  de  ob- 
servar al  individuo  en  una  situación  específica  bajo  condiciones 
controladas  y normalizadas.  La  experiencia  clínica  y destreza  en 
la  entrevista  son  muy  importantes  en  el  diagnóstico  de  dificultades 
intelectuales  o emocionales.  El  psicólogo  clínico  está  interesado 
en  saber  cuál  es  la  capacidad  del  individuo  para  enfrentar  los  im- 
pactos de  la  vida  diaria  y no  le  interesa  obtener  un  número  de  res- 
puestas ‘‘correctas”.  Por  ejemplo,  si  usásemos  únicamente  el  valor 
numérico  del  cociente  de  inteligencia  de  una  prueba  para  determi- 
nar la  capacidad  intelectual  del  individuo,  equivaldría  a tratar  de 
diagnosticar  una  enfermedad  a base  del  número  de  corpúsculos 
blancos  que  se  encuentran  en  el  contaje  celular  de  una  muestra  de 
sangre.  Tanto  en  la  prueba  de  inteligencia  como  en  el  examen  de 
laboratorio,  lo  que  tiene  valor  son  las  implicaciones  del  cociente  de 
inteligencia  o del  número  de  leucocitos  en  relación  con  el  cuadro  to- 
tal de  síntomas  presentes.  Por  lo  tanto,  la  interpretación  de  los  re- 
sultados de  una  prueba  psicológica  es  hecha  a la  luz  del  cuadro 
clínico  de  síntomas,  del  historial  del  caso,  y de  las  observaciones  ge- 
nerales hechas  por  el  psicólogo  durante  la  administración  de  las 
pruebas  y la  entrevista  con  el  sujeto.  Esta  interpretación  es  de 
utilidad  para  determinar  el  funcionamiento  intelectual  y emocio- 
nal de  un  individuo;  para  diferenciar  entre  disturbios  psiquiátricos 
y neurológicos ; para  determinar  la  etiología  y evaluar  el  pronós- 
tico de  un  caso  en  particular,  etc. 
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Los  resultados  de  las  observaciones  que  acabamos  de  mencio- 
nar son  muy  importantes  para  la  segunda  función  del  psicólogo 
clínico;  a saber;  la  terapia.  En  cuanto  al  psicólogo  clínico  se  re- 
fiere, el  objettivo  que  persigue  la  psicoterapia  es  ayudar  al  indivi- 
duo a entender  los  puntos  de  conflicto  entre  él  y su  ambiente,  y a 
encontrar  medios  de  reducir  la  tensión  emocional  que  producen  es- 
tos conflictos  con  el  fin  de  que  el  individuo  pueda  llevar  a cabo 
una  vida  feliz  y productiva.  Estos  conflictos  pueden  deberse  a al- 
teraciones emocionales,  dificultades  de  ajuste  relacionadas  con  el 
ambiente,  o pueden  ser  precipitadas  por  alguna  enfermedad  somá- 
tica, deformidades  físicas,  etc.  El  psicólogo,  en  colaboración  con  el 
psiquiatra,  trata  de  conseguir  que  el  individuo  modifique  su  acti- 
tud hacia  sí  mismo  o hacia  su  ambiente  para  reducir  las  dificulta- 
des que  impiden  una  relación  satisfactoria  entre  el  individuo  y su 
ambiente.  Por  ejemplo,  un  individuo  puede  ser  ayudado  a com- 
prender cómo  y por  qué  ciertas  características  de  su  personalidad 
afectan  sus  relaciones  con  otros  individuos,  o cómo  enfermedades 
somáticas  le  impiden  establecer  y mantener  una  relación  efec- 
tiva con  el  ambiente. 

Hemos  dicho  que  el  psicólogo  clínico  debe  esforzarse  en  per- 
feccionar sus  técnicas  a través  de  la  investigación  científica.  Este 
es  un  aspecto  esencial  en  el  desarrollo  de  toda  profesión.  Para  lo- 
grar este  desarrollo,  el  psicólogo  debe  mantenerse  alerta  para  la  in- 
vestigación de  nuevos  problemas  e ideas.  Cada  caso  visto  presenta 
situaciones  nuevas  que  meritan  la  investigación  científica  por  el 
psicólogo.  Solamente  así  podrá  éste  mejorar  su  capacidad  para 
ayudar  a estos  individuos.  En  virtud  de  su  preparación  el  psicólo- 
go clínico  está  en  condiciones  de  llevar  a cabo  labor  de  investiga- 
ción, Las  investigaciones  de  Halstead  y sus  asociados  en  casos 
de  lesiones  orgánicas  en  el  cerebro^  e hipertensión  esenciaP  ilus- 
tran lo  que  el  psicólogo  clínico  puede  hacer  en  el  campo  de  la  inves- 
tigación científica. 

El  psicólogo  clínico,  en  sus  funciones  clínicas,  generalmente 
trabaja  en  colaboración  con  un  psiquiatra  y un  trabajador  social 
psiquiátrico  como  miembro  de  lo  que  comunmente  se  llama  un  grupo 
psiquiátrico.®  Algunos  grupos  incluyen  un  número  mayor  de  perso- 
nas tales  como  neurólogos,  enfermeras  y otros  especialistas.  Todos 
los  miembros  del  grupo  estudian  los  casos  que  se  les  refieren  y to- 
dos contribuyen  a preparar  un  plan  de  tratamiento.  Quien  ha  de 
manejar  el  caso  para  fines  terapéuticos  dependerá,  en  última  ins- 
tancia, de  los  requisitos  del  caso  en  particular,  y de  los  factores 
que  hayan  predispuesto  o precipitado  la  reacción  emocional  corres- 
pondiente. 

El  funcionamiento  del  grupo  es  responsabilidad  del  psiquiatra. 
Bajo  su  supervisión,  el  psicólogo  clínico  y los  otros  miembros  del 
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grupo  ejercen  las  funciones  de  diagnóstico,  terapia,  investigación, 
etc.,  que  sean  necesarias  para  lograr  el  restablecimiento  rápido  y 
eficaz  del  individuo.  El  grupo  funciona  generalmente  en  sitios  ta- 
les como  clínicas  de  higiene  mental  y hospitales  psiquiátricos.  El 
concepto  del  grupo  es  aplicable  a la  práctica  privada  y es  de  esperar- 
se que  cuando  se  refiera  un  caso  al  psicólogo  clínico  para  fines  te- 
rapéuticos, el  caso  habrá  de  verse  en  consulta  con  un  psiquiatra  y 
no  por  el  psicólogo  sólo. 

El  concepto  del  psicólogo  clínico  en  la  práctica  privada  es  al- 
go relativamente  nuevo  en  el  campo  de  la  psicología.  Su  participa- 
ción en  psicoterapia  ha  sido  motivo  de  preocupación  tanto  para  la 
profesión  médica^  com.o  para  los  psicólogos  mismos.^  Pero  esta 
preocupación  no  existiría  si  se  considerara  que  los  esfuerzos  te- 
rapéuticos del  psicólogo  clínico  deben  llevarse  a cabo  solamente 
bajo  la  égida  de  un  psiquiatra.  La  duda  en  cuanto  a la  práctica 
de  terapia  por  psicólogos  clínicos  surge  solamente  en  aquellos  ca- 
sos en  que  el  psicólogo  se  dedica  a la  práctica  independiente  de 
psicoterapia.^ 

Las  funciones  del  psicólogo  clínico  pueden  ser  de  mucho  va- 
lor para  los  médicos  en  general,  no  importa  cuál  sea  la  especialidad 
del  médico.  Por  ejemplo,  ofrece  al  pediatra  información  importan- 
te para  el  diagnóstico  y tratamiento  de  problemas  de  conducta  y 
retardación  mental  en  los  niños;  colabora  con  el  especialista  en 
medicina  interna  y el  médico  general  en  el  tratamiento  de  enfer- 
medades psicosom_áticas  tales  como  úlceras  pépticas  y dermatitis 
psicogénica;  etc. 

La  Psicología  Clínica  en  Puerto  Rico; 

Es  temprano  aún  para  evaluar  la  posición  relativa  de  la  psico- 
logía clínica  en  Puerto  Rico.  Hasta  hace  muy  poco  tiempo  no  ha- 
bía individuos  debidamente  preparados  en  este  campo  en  la  isla. 
El  público  en  general  desconoce  todavía  la  existencia  de  esta  pro- 
fesión aún  cuando  se  hace  sentir  su  necesidad  de  tener  personas 
con  quien  discutir  sus  problemas.  Tanto  las  agencias  públicas  co- 
mo las  privadas  están  empleando  mayor  número  de  psicólogos  en 
actividades  de  higiene  mental  y es  de  esperar  que  esta  demanda 
aumente  el  número  de  personas  que  deseen  entrar  en  esta  profe- 
sión. Recientemente  se  ha  fundado  la  Asociación  de  Psicólogos  de 
Puerto  Rico  cuyo  objetivo  es  mantener  un  alto  nivel  profesional  en 
la  práctica  de  la  psicología. 

Hemos  tratado  de  dar  a conocer  a la  clase  médica  de  Puerto 
Rico  algunos  de  los  servicios  que  pueden  prestar  los  miembros  de 
una  nueva  profesión.  Con  el  esfuerzo  unido  de  ambas  profesiones 
podremos  lograr  el  objetivo  común  de  llevar  salud  y tranquilidad 
mental  a nuestro  pueblo. 


¡so 


JORdK  J.  DIF.PPA 
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VETERANS  ADMINISTRATION  CENTER 
SAN  JUAN,  PUERTO  RICO 


MEDICAL  STAFF 


A.  Administration 

Serra-Chavarry,  J,,  M.D. 
Chaves-Estrada,  J.,  M.D, 

Ferraioli,  C.  José,  M.D. 

B.  Medical  Service 

* Rodriguez-Molina,  Rafael,  M.D. 
Rivera,  Julio  V.,  M.D. 

* Martinez  Villafañe,  H.,  M.D. 
Ramirez,  Eli  A.,  M.D. 

* Haddock-Suárez,  Jenaro,  M.D. 
López-Sanabria,  U.,  M.D. 

Chiqués,  Carlos  M.,  M.D. 

Rivera,  Raúl  R,,  M.D. 

Rengel,  Ricardo  E.,  M.D. 

* Hernández-Morales,  Federico,  M.D. 

* Suárez,  Ramón,  M.,  M.D. 

* Diaz-Rivera,.  Rurico,  M.D. 

* Rivera,  Victor  M.,  M.D. 

* Pons,  Eduardo  R.,  M.D. 

* Torres,  José  M.,  M.D. 

De  Andino,  Agustín  M.,  M.D. 
Montilla,  Victor  J.,  M.D. 
Pérez-Santiago,  Enrique,  M.D. 
Garcia-Palmieri,  Mario  Rubén,  M.D. 
Mayoral,  Jorge  Walter,  M.D. 
Rodriguez,  Héctor  F.,  M.D. 

C.  Surgical- Service 

* Passalacqua,  Luis  A.,  M.D. 

* Axtmayer,  Alfred  L.,  M.D. 

Guzman,  Luis  R.,  M.D. 

‘^Alvarez  De  Choudens,  José  A.,  M.D. 

* Reichard,  William,  M.D. 
Pérez-Guardiola.  Lydia,  M.D. 
Sabatelle,  Peter  E.,  M.D. 

*'Msales,  Luis  M.,  M l). 

Juliá,  Carlos  M.,  M.D. 

Nadal,  Héctor  M.,  M.D. 

Sárraga,  José  A.,  M.D. 

Méndez.  Néstor  H.,  M.D. 

* Carrasquillo,  Honorio  F..  M.D. 

* Font.  Juan  H.,  M.D. 

* Noya- Benitez,  José,  M.D. 

* González,  Frederick  J..  M.D. 


Manager 

Chief,  Medical  Officer  (Center) 
Chief,  Prof.  Services  (Hospital) 
Chief,  Professional  Section  (RO) 


Chief,  Medical  Service  (H*) 

Assistant  Chief,  Medical  Service 
Chief,  Pulmonary  Section  (H) 

Chief,  Cardiology  Section  (H&RO) 
Ward  Officer  (H) 

Ward  Officer  (H) 

Examining  Physician  (RO) 

Examining  Physician  (RO) 

Examining  Physician  (RO) 

Consultant  in  Internal  Medicine  (H) 
Consultant  in  Internal  Medicine  (H) 
Consultant  in  Cardiology  (H) 
Consultant  in  Dermatology  (H) 
Attending  in  Allergy  (H  & RO ) 
Attending  in  Internal  Med.  (H  & RO) 
Attending  in  Metabolism  (H  & RO) 
Attending  in  Dermatology  (H  & RO) 
Attending  in  Hematology  (H) 
Resident,  Medicine  (H) 

Resident,  Medicine  (H) 

Resident,  Medicine  (H) 


Chief,  Surgical  Service  (H*) 

Asst.  Chief,  Surgical  Service  (11) 
Chief,  Neurosurgery  Section  ( H ) 
Asst.  Chief,  Neurosurgery  Sect.  (II) 
Chief,  ENT  Section  ,( H & RO ) 

Chief,  Ophthalmology  Section  (Il&UO) 
(diief.  Orthopedic  Section  (11  & RO ) 
Chief,  Urology  Section  (ID 
Ward  Officer  (M) 

Ward  Officer  (H) 

Ward  Officer  (ID 
Urology  Unit  ( RO  ) 

Consultant  in  Ophtbalmolcgy  (ID 
C'onsultant  in  Ear,  Nose  Tin  oat  (ID 
Consultan*  ill  General  Surgery  (ID 
(''oiisulf  iiT  An'^sthesiology  (ID 


MJ'WICAL  STAFF 


•«Ferraiüli,  E.  Blas,  M.D. 

* Sanjurjo,  Luis  A.,  M.D. 

Otero,  Pedro  J.,  M.D. 
Rodríguez-Santos,  Luis,  M.D. 

D.  Neuropsychiatric  Service 

* Hernández,  Rafael,  M.D. 

García,  Leopoldo,  M.D. 

° Ramírez  De  Arellano,  María  I.,  M,D. 
° Ramírez  De  Arellano,  Max,  M.D. 

E«  Tuberculosis  Service 

Fígueras,  Edmundo  R.,  M.D. 
Durand,  Pedro  J.,  M.D. 

F.  Physical  Medicine  and 
Eehabilitation  Service 

* Flax,  Herman  J.,  M.D. 

G.  Labomtery  Service 

♦Reyes,  Félix  M.,  M.D. 

Ruiz-Nazarío,  Ramón  C.,  M.D. 

* Koppiseh,  Enrique,  M.D. 

H»  3[“Hay  Service 

® Ehrlich,  Lazio,  M.D. 

*oV9l1és,  Héctor,  M.D. 

Díaz-Bonet,  Rafael  B.,  M.D, 
Marchand,  Juan,  R.,  M.D. 

Morales,  Pablo  L.,  M,D. 

Guzmán,  Jr.,  Manuel,  M.D. 

L Hospital  Aüllioriiatioiis 
Vallecillo-Mandry,  A.,  M.D. 

J.  Pension  Examinations 

Garcia,  de  la  Torre,  F.,  M.D. 

K.  VA  Office  » Ponce 

“Stokes,  Roy  J.,  M.D. 

L.  VA  Office  • Mayagüez 

“ Casalduc,  Francisco  J.,  M.D. 

M.  VA  Office  • Arecibo 

“ Santos,  Julio  A.,  M.D. 

N.  Dental  Service 

Cosimi,  E.  E.,  DDS 
Calderón,  Guillermo  T.,  DDS 
Loyola,  César  A.,  DDS 
Pomales-Ledee,  Héctor,  DDS 


Attending  in  General  Surgery  (H) 
Consultant  Urology  (II) 

Resident,  Surgery  (H) 

Resident,  Surgery  ( H ) 


Chief,  NP  Service  (RO*) 
Examining  Phydician  (RO) 
Neurologist  (H  ^ RO) 
Neurologist  (RO) 


Chief,  TB  Service  (RO*) 
Examining  Physician  (RO) 


Chief,  Physical  Medicine  and 
Rehabilitation  Service  (“) 

Chief,  Laboratory  Service  (H®) 

Asst.  Chief,  Laboratory  Service  (RO) 
Consultant  in  Pathology  (H) 


Chief,  X-Ray  Service  (H*) 
Part-Time  Radiologist  (H  & RO) 
Part-Time  Radiologist  (H  & RO) 
Part-Time  Radiologist  (RO) 
Part-Time  Radiologist  (H) 
Consultant  in  Radiology  (RO) 


Authorizing  Physician  (RO) 


Reviewing  Physician  and 
Authorizing  Physician  (RO) 

Examining  Physician 


Examining  Physician 


Examining  Physician 


Chief,  Dental  Service  (R<5)' 
Dentist  (RO) 

Dentist  (RO) 

Dentist  (EO) 


MEDICAL  STAFF 


m 


Pastrana,  Jr.,  Miguel  A.,  D.D.S. 
Dávila-Días,  Ernesto,  DDS 

Ordóñez,  Fernando  J.,  DDS 

Garcia,  Francisco,  DDS 

Dentist  (H) 

Consultant  in  oral  Surgery  (H  & RO) 
Consultant  in  Prosthodontia  ( HftKO ) 
Consultant  in  Peridontia  (11  & RO) 

Note: 

* Board  Diplomates 

° Part  Time 

H or  RO  followed  by  * spends  some  time  at  Hospital  and/or  Regional  Office. 


so  EASY 
TO  DIGEST 

Pet  Evaporated  Milk  is  always  soft  curd 
milk  in  which  protein  is  heat-softened  to 
practically  the  ready  digestibility  of 
human  milk.  It’s  one  milk  that  babies  in 
your  care  will  tolerate  from  the  very  first 
feeding  . . . one  milk  that  helps  them 

grow  strong  and  

sturdy  from  the  start. 

PET 


Favored  Form  of  Milk 
for  Infant  Formula 


, i 

1^! 


PET  MILK  COMPANY,  ARCADE  BUILDING,  ST.  LOUIS  1,  MISSOURI 

Distribuidores;  H.  FERNANDEZ  & HNOS.,  SUCRS. 

San  Juan,  Puerto  Rico 


Ir.  hypert' 


A safer  iremiullizei 


No  other  rauwolfla  pro 

IlSrying  iA¿9mey  iit  é 


tlnilNm  rj 


eti  la 


dermatitis 

seborreica 


beneficios 


tubos  con  5 gm.  de  ungüento  de  acetato  de  CORTEP 


en  concentraciones  de  2.5  % (25  mg.  por  gm.) 

y 1 % (10  mg.  por  gm.) 


Se  remite  literatura  médica  a solicitud. 


«MARCA  DE  EAERICA 


Upjohn 


Productos  farmacéuticos  superiores  desde  1886 
The  Upjohn  Company,  Kalamazoo,  Michigan,  U.  S.  A« 


the  most  widely  used 

ethical  specialty  for 

care  of  the  infant's  skin 


DESITIM 


0 1 NT  M E N T 


Decisive  studies^-^ 
substantiate  over  25 
years  of  daily  clinical 
use  regarding  the  ability  of  Desitin 

Ointment  to protect,  soothe, 

dry  and  accelerate  healing  in. 

• diaper  rash  • exanthema 

• non-specific  dermatoses 

• intertrigo  • prickiy  heat 

• chafing  • irritation 

(due  to  urine,  excrement,  chemicals  or  friction) 

Desitin  Ointment  is  a non-irritant  blend  of  high 
grade,  crude  Norwegian  cod  liver  oil  (with  its 
unsaturated  fatty  acids  and  high  potency  vita- 
mins A and  D in  proper  ratio  for  maximum  effi- 
cacy), zinc  oxide,  talcum,  petrolatum,  and  lanolin. 
Does  not  liquefy  at  body  tem.perature  and  is  not 
decomposed  or  washed  away  by  secretions,  exu- 
date, urine  or  excrements.  Dressings  easily 
applied  and  painlessly  removed. 

Tubes  of  1 oz.,  2 oz.,  4 oz.,  and  1 lb.  jars 

write  for  samples  and  literature 

DESITIN  CHEMICAL  COMPANY 

70  Ship  Street  • Providence  1,  R.  I. 

1.  Heimer,  C.  B.,  Grayzel,  H.  G.  and  Kramer,  B.:  Archives  of 
Pediat.  68:382,  1951. 

2.  Behrman,  H.  T.,  Combes.  F.  C.,  Bobroff,  A.  and  Leviticus, 
R.:  Ind.  Med.  & Surg.  18:512,  1949. 


Distribuidor: 

COMERCIAL  CODEL,  INC. 
Ave.  Fernández  Juncos  l(i()8 
Santurce,  Puerto  Rico 


a refreshing^ 
soothing 
milyriutn 


rOR  OCULAR  IRRITATION 
DUE  TO  EYESTRAIN, 
OUST,  SMOKE  OR  GLARE 


Ocusol®  is  an  isotonic,  aqueous  solution  containing  boric  acid  U.S.  P.  1.1%, 
sodium  borate  U.S.P.  0.5%,  berberine  sulfate  0.01%,  distilled  extract  of 
witch  hazel  N.F.  2.6%,  camphor  U.S.P.  0.04%,  methylparaben  U.S.P.  0.05%, 
rose  oil  0.01%,  glycerin  U.S.P.  1.3%,  NaCl  U.S.P.  0.38%  and  water  94.01%. 

Ocusol  is  harmless  to  the  eyes;  it  may  be  used  as  often  as  required.  Each 
package  contains  a sanitary,  plastic  eye  cup. 


THE  NORWICH  PHARMACAL  COMPANY 
Norwich,  Neiw  York,  U.  S.  A. 


Distribuidores:  CESAR  CASTILLO,  INC.,  Edificio  Camaleglo 
Avenida  Muñoz  Rivera  70  - Halo  Rey,  Puerto  Rico 


PYRIBEXíH 

510)3'^ 


to  relieve  nausea  and  vomiting 
of  pregnancy  and  in  adoles- 
cent acne 

P Y R I B E X m 

(Pyridoxine  HCI  Thiamine  Chloride) 
Each  I cc  contains: 

Vitamin  Bl  , 50  mg. 

Vitamin  B6 50  mg. 

VIALS  OF  10  cc 


“x 


r > 

A LOS  SEÑORES  MEDICOS 


ISTos  complacemos  en  recordarles  que  desde  hace  25 
años  somos  distribuidores  de  los  productos  de  ELI 
LILLY,  de  los  cuales  siempre  tenemos  completo 
surtido  en  existencia. 

J.  M.  BLANCO,  INC. 

(Droguería  Blanco) 

— f 


tubos  con  5 gm.  de  ungüento  de  acetato  de  Cortee 

en  concentraciones  de  2.5  % ( 25  mg.  por  gm.) 

y 1 % (10  mg.  por  gm.) 

* MARCA  DE  FABRIC* 

Se  remite  literatura  médica  a solicitud. 


Productos  farmacéuticos  sup>eriores  desde  1886 
The  Upjohn  Company,  Kalamazoo,  Michigan,  U.  S.  A. 


Piroman^ 


ALLERGIC  MANIFESTATIONS 


DERMATOSES 


OPHTHALMIC 

DISORDERS 


1 


(PSEUDOMONAS  POLYSACCHARIDE)  is  proving 

effective  in  the  control  of  a wide  variety 

of  allergies,  dermatoses,  and  certain  ophthalmic  disorders. 

When  injected,  it  produces  a leucocytosis 

and  initiates  generalized  activation  of  the  reticnlo- 

endothelial  system.  Supplied  in  10  cc.  vials  containing 

either  4 or  10  gamma  (micrograms)  per  cc., 

Piromen  may  be  used  safely  within  a wide  dosage  range. 


For  a comprehensive  booklet  detailing  the  use  of 
this  effective  therapeutic  uffent,  merely  urite 
^'Piromen”  on  your  Rx,  and  mail  to — 


Man«/acmm/ />v  TRAVENOL  LABORATORIES,  INC. 

a snhsiiliary  of  BAXTKIl  LABOR ATOKIES,  INC.,  MORTON  GROVE,  ILLINOIS 


ASOCIACION  MEDICA  DE 
PUERTO  RICO 

ASAMBLEA  ANUAL:  DICIEMBRE  8-12,  1954 

Anote  esta  fecha  en  su  calendario  de 
actividades  médica. 


en  la 

neurodermatitis 


mejoría 


con 

ungüento  de 
acetato  d§ 


MARCA  DE  LA  HIDROCORTISONA  (COMPUESTO  F) 


tubos  con  5 gm.  de  ungüento  de  acetato  de  CoRTEF 

en  concentraciones  de  2.5  % (25  mg.  por  gm.) 

y 1 % (10  mg.  por  gm.) 

* MARCA  DE  FABRICA 

Se  remite  literatura  médica  a solicitud. 


Upjohn 


Productos  farmacéuticos  superiores  desde  1886 
The  Upjohn  Company,  Kalamazoo,  Michigan,  U.  S.  A. 


AL  PRIMER  SIGNO  DE  COLAPSO  CIRCULATORIO 


Restaura  El  Volumen  Sanguíneo  Circulante 


Administrado  al  primer  síntoma  de  descenso 
de  la  presión  arterial,  el  Expandex  impide  los 
cambios  irreversibles  aumentando  el  volumen 
sanguíneo  circulante  y por  lo  tanto  controlando 
el  inminente  colapso  circulatorio. 

Debido  a su  conveniente  funcionamiento 
osmótico,  el  Expandex  (6%  de  dextrán  en 
solución  salina  isotónica)  se  emplea  con  éxito 
en  el  tratamiento  y prevención  del  shock  debido 
a hemorragias,  quemaduras,  traumatismos  y 
cirugía.  En  la  hemoragia  puede  usarse  como 
el  único  líquido  de  reposición,  siempre  que  la 
pérdida  de  sangre  no  exceda  del  35  por  ciento. 

El  Expandex  es  estéril,  no  es  pirógeno  y 
tampoco  alergénico  ni  antigénico;  no  se  alma- 


cena en  cantidades  importantes  en  el  cuerpo. 
No  es  portador  del  virus  de  la  hepatitis,  y poi 
consiguiente  no  la  transmite.  El  Expandex  es 
compatible  con  todos  los  grupos  sanguíneos, 
no  interfiere  en  la  determinación  de  los  mismos, 
su  cruzamiento  o del  factor  Rh,  llevados  a 
cabo  posteriormente  a su  administración.  Es 
líquido  y se  mantiene  estable  a temperatura 
ordinaria,  por  lo  tanto  viene  listo  para  uso 
inmediato.  No  requiere  nunca  refrigeración. 

La  Inyección  de  Expandex,  el  primer  pro- 
ducto de  dextrán  clínicamente  aceptable  ela- 
borado en  los  Estados  Unidos,  se  expende  en 
botellas  de  250  y 500  cc.  Esta  última  se  provee 
también  empaquetada  conjuntamente  con  el 
Equipo  Estéril  de  Administración. 


COMMERCIAL  SOLVENTS  CORPORATION 

División  da  Exportación  • 260  Madison  Avenue,  Nueva  York  16,  N.  Y.,  L U.  A. 





Un  Auxiliar  de  Importancia 


MOMOTIZINE 


en  bursitis  no  se  debe 
solamente  aí  calor 
húmedc*  que  proporcio- 
na, sino  también  a 
su  acción  / analqésica- 
descongestiva. 


CONVENIENTE 


fácil  de  usarse  — una 
aplicación  dura  de  8 a 
12  horas. 


NUMOTIZINE,  INC 

900  N.  FRANKLIN  ST. 
CHICAGO.  F.  U.  A. 


Distribuidores:  DRUGS  AND  COSMETICS,  INC.  P.  0.  Box  9573  - Santurce,  P.  H. 


THE  NEW  YORK  POLYCLINIC 

ESCUELA  DE  MEDICINA  Y HOSPITAL 
Organizada  en  1881 

La  Primera  Institución  Médica  de  América  para  Postgraduados 


OBSTETRICIA  Y GINECOLOGIA 

Un  curso  completo.  En  Obstetri- 
cia; conferencias;  clínica  prenatal; 
presencia  a partos  normales  y o- 
peratoriüs;  operatoria  obstétrica 
(maniquí) . 

En  Ginecología;  conferencias; 
exploración  clínica;  presencia  de 
operaciones;  examen  pre-operato- 
rio  de  pacientes;  clínica  post-ope- 
ratoria  de  las  pacientes  en  las  sa- 
las. 

Patología  obstétrica  y ginecoló- 
gica; anestesia  regional  (en  ca- 
dáver). Asistencia  conferencias  en 
Obstetricia  y Ginecología. 


GYNECOLOGICAL  AND  OBSTE- 
TRICAL PATHOLOGY 

A course  covering  the  embryolo- 
gieal,  physiological  and  pathologi- 
cal changes,  gross  and  microscopic, 
occurring  in  the  female  genital 
tract.  The  above  will  be  illustrat- 
ed with  operative  and  museum 
specimens  as  well  as  kodachrome 
and  microscopic  slides.  The  newer 
discoveries  in  hematology,  with 
particular  reference  to  hemolytic 
disease  of  the  newborn,  blood 
grouping  and  transfusion  react- 
ions, surgical,  sponge  and  as- 
piration biopsies. 


1 

UROLOGIA 

Curso  combinado  en  Urología,  cu- 
briendo un  año  académico  (8  me- 
ses). Este  curso  comprende  ins- 
trucción en  farmacología:  fisiolo- 
gía; embriología;  bioquímica;  bac- 
teriología y patología;  trabajo 
práctico  en  anatomía  quirúrgica  y 
procedimientos  urológicos  opera- 
torios en  el  cadáver;  anestesia  re- 
gional y general  (cadáver) ; gine- 
cología en  la  oficina;  diagnóstico 
proetológieo ; el  uso  del  oftalmos- 
copio;  diagnóstico  físico;  interpre- 
tación roentgenológica ; interpreta- 
ción electrocardiográfica;  derma- 
tología y sifilología;  neurología; 
terapia  física;  instrucción  conti- 
nua en  diagnóstico  cistoendoscó- 
pico  y manipulación  del  instru- 
mental quirúrgico;  clínicas  opera- 
torias; demostraciones  en  el  tra- 
tamiento quirúrgico  de  tumores  de 
la  vejiga  y otras  lesiones  vesica- 
les, así  como  resección  endoscó- 
pica  de  la  próstata. 


ANESTHESIA 

A three  months  full-time  course 
covering  general  and  regional 
anesthesia,  with  special  demon- 
strations in  the  clinics  and  on  the 
cadaver  of  caudal,  spinal,  field 
blocks,  etc.;  instruction  in  intra- 
lenous  anesthesia,  oxygen  therapy, 
resuscitation,  asiiiration  bronchos- 
cop.v ; attendance  at  departmental 
and  general  conferences. 


Para  información  sobre  estos  y otros  cursos  diríjase  a: 

The  Dean,  345  West  50th  St.,  New  York  19,  N.  Y. 


ASAMBLEA  ANUAL 
de  la 

ASOCIACION  MEDICA  DE  PUERTO  RICO 
Diciembre  8-12,  1954 
Espacios  para  exhibiciones  comerciales 
Solicite  información  del 
Secretario  Ejecutivo 
Apartado  9111  — Santurce,  P.  R. 
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en  la 
dermatitis 
atópica 

(eczema  alérgico) 


con 

ungüento  de 
acetato  de 


MARCA  DE  LA  HIOROCORTISONA  (COMPUESTO  F) 


tubos  con  5 gm.  de  ungüento  de  acetato  de 


en  concentraciones  de  2.5  % ( 25  mg.  por  gm.) 

y 1 % (10  mg.  por  gm.) 


#MARCA  DE  fabrica 

Se  remite  literatura  médica  a solicitud. 


Productos  farmacéuticos  superiores  desde  1886 


The  Upjohn  Company,  Kalamazoo,  Michigan,  U.  S.  A, 


TERCER  CURSO  POSTGRADUADO 
Julio  19-23,  1954 

a cargo  del 

Prof.  Carlos  Jiménez  Díaz 
De  la  Facultad  Médica  de  la 
Universidad  de  Madrid 

MATRICULESE  HOY 


NEW! 
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a 

star  combination 


for  treatment  of  Infectious  Diarrhea 
brings  profits  and  big  volume 

STREPTOMAGMA" 

DIHYDROSTREPTOMYCIN  SULFATE  AND  PECTIN  WITH  KAOLIN  IN  ALUMINA  GEL 


Special  manuftcturing  techniques  end  rijefous  controls,  including  repeated  anal- 
yses, insure  exceptional  stability,  smoothness  of  suspension  and  unusual  palatability. 

PROMPT,  COMPUTE  ANTIDIARRHEAL  RESPONSE  WITH 


UNIQUE  MULTIPLE  SYNERGISTIC  ACTION 


Streptomagma  is  supplied  m bottles  of  3 fluid  ounces 


•Trademark 


INCORPORA  FED, 


PHILADELPHIA  2,  PA. 


TA»j  advtrlhement  appears  in  the  January,  I9Í2  issues  of: 

A iiLTican  DruKxist  (7th)— Apothecary— Central  Pharmaceutical  Journal— Chain  Store  Age— Midwestern  Druggist 
N.A.R.D.  Journal  (21st)— Northwestern  Druggist — Pacific  Drug  Review— Rocky  Mountain  Druggist — Southeastern  Drug  JoucaaJ 
Southern  Pharmaceutical  Journal— West  Coast  Druggist— Journal  American  Pharmaceutical  Association 
American  Proiestional  Pharmacist 


Distribuidores:  FRANCISCO  N.  CASTAGNET,  INC. 
P.  O.  Rox  2506  - San  .luan,  P.  R. 


ILOTICINA 

(ERITROMICINA,  LILLY) 

antibiótico 
de  eficacia 

COMPROBADA  CLINICAMENTE 

I 


CLINICAMENTE  COMPROBADO...  en  e.  ano 

que  ha  transcurrido  desde  el  descubrimiento  de  la 
‘Iloticina’  se  han  publicado  más  de  70  informes 
clínicos  favorables.  Los  clínicos  que  han  estudiado 
la  ‘Iloticina’  en  muchas  partes  del  mundo  en  el 
tratamiento  de  una  gran  variedad  de  infecciones 
han  comprobado  el  valor  de  este  nuevo  antibiótico. 

La  ‘Iloticina’  ha  sido  elogiada  por  su  efecto  sobre- 
saliente contra  muchos  microorganismos  sensibio.s 
a su  acción,  porque  es  BACTERICIDA  contra  mu- 
chos patógenos  . . . porque  es  completamente  eficaz 
contra  muchos  microorganismos  resistentes  a otVi... 
antibióticos  ...  y porque  tiene  una  baja  incidencia 
(le  efectos  secundarios. 

‘ILOTICINA’ ...  la  droga  de  elección  en  el  trata- 
miento de  muchas  de  las  infecciones  comunes. 


CALIDAD  / INVESTIGACION  / INTEGRIDAD 


Eli  Lilly  Pan-American  Corporation 
Indianapolis  6,  Indiana,  E.  U.  A. 


